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Since April 23, 1984, it has been simply asserted that AIDS was contagious, sexually 
transmitted and caused by a retrovirus now called HIV. There has not been even a single 
scientific study designed or conducted to determine whether or not AIDS or even HIV is 
sexually transmitted. In the absence of proof, the sexual transmission of both AIDS and 
HIV has become axiomatic “truth”. 


This is a compilation of my contributions to the three-year debate in the British Medical 
Journal on the question of whether AIDS or even HIV are sexually transmitted. I have 
scoured the scientific/medical literature in order to address the subject. 


The literature on retroviruses, the family to which HIV belongs, goes back a hundred 
years. Every person, every animal on the planet carries 50 to 100 or even a thousand 
dormant retroviruses in their genomes. It is estimated that up to 8% of the human genome 
is made up of retroviruses. Over 3000 different retroviruses have been cataloged and not 
one to date has been demonstrated to cause disease. Notwithstanding this history, the 
retrovirus HIV is claimed to cause AIDS, with other retroviruses now claimed to cause 
“AIDS” in monkeys, cats and rodents. 


For at least 50 years scientists have known that retroviruses do not kill the cells they 
infect and are not sexually transmitted. Retrovirues are so non-sexually transmissible that 
you can mix different strains of rodents with their unique spectrum of retroviruses and 
they never transmit them to their sex partners from a different strain. This is true for 
humans, apes, monkeys, cats, and rodents. 


The experimental versions of HIV used in laboratory animals have never been shown to 
be sexually transmitted to virus-free sex partners. In fact, the best controlled human 
studies have also never observed an HIV-negative partner becoming HIV-positive from 
unprotected sex with an HIV-positive partner. 


On top of the mountain of evidence that retroviruses are not sexually transmitted, 
including HIV, there is a quarter-century of evidence from the United States and Europe 


that AIDS itself is clearly not contagious and certainly not sexually transmitted. I present 
this evidence in my contribution to the debate that follows. 


Qu V Roamek 


August 14, 2005 


May 24, 2001 
Dear Editor, 


L. Mylie suggests that I would do well to read the article by Isabelle de Vincenzi et al. on 
heterosexual transmission of HIV (NEJM 331: 341(1994)). 


L. Mylie offers this paper as the long sought after proof that HIV is heterosexually 
transmitted. Well, let’s just see how convincing the de Vincenzi evidence really is. 


In 1995 Brody states that, "there has been the assumption in both scientific and lay 
communities that vaginal HIV transmission does commonly exist... . [T]he basis for this 
assumption rests on data that are unacceptably weak or flawed. The need for sexual 
behavior change that has been claimed by public health and other authorities is not 
supported by the scientific data" (Archives of Sexual Behavior 24 (4): 383 (1995)). 


He went on to say that, "In a group of women reporting no history of iv drug use or 
transfusion, it was found that condom use, total number of sexual partners, and lifetime 
number of sexually transmitted diseases were all unrelated to HIV infection." And the 
"So-called ‘documented’ cases of vaginal transmission are documented in the sense of 
patient or physician producing a written statement thereof, but not in the sense of 
supporting evidence." 


The De Vincenzi et al. study was not designed to determine if HIV is sexually transmitted 
but instead to measure the efficiency of transmission. The study identified 378 
heterosexual couples with one partner HIV positive. The authors report that only 12 sex 
partners became HIV positive. 


But 247 (65%) of the couples were intravenous drug users. IV drug use is the CDC’s 
second leading risk factor for AIDS. 


Stuart Brody says that "iv drug use is often associated with antisocial personality and 
lying. Given an estimate of well over 1 million American iv drug abusers, even a 
‘normal’ rate of lying would more than account for the cases attributed to no risk beyond 
‘heterosexual’ sex with individuals not known to be iv drug users". 


Indeed, it is likely that the 12 individuals who became HIV positive were iv drug users. 
Too bad de Vincenzi didn’t take the simple precaution of testing them for drugs as was 
done in the study by Nancy Padian et al. 


Nancy Padian et al., objected that the de Vincenzi study included high numbers of female 
injection drug users and their sexual partners. Padian et al. used simple urine tests to 
determine the drug use status of their subjects. They excluded those who tested positive 
for drugs. (American Journal of Epidemiology 146: 350 (1997)). 


Padian et al. did not report any sexual transmission of HIV in the 175 couples enrolled in 
the 10 years of their study. This is an amazing result since the purpose of the Padian et al. 


study was to measure the rate of sexual transmission of HIV from positive to negative sex 
partners. 


Nevertheless, the transmission of HIV from men to women is claimed to be 2-9 times 
more efficient than from women to men. If so, why are 8 out of 9 AIDS cases in the USA 
and Europe men? 


In Africa, AIDS is said to be equally divided between the sexes. But there should be 2-9 
times more women than men with AIDS in Africa. 


I can understand why L. Mylie is warning readers: "Beware, responding to this man will 
only blur what you already know is truth...". 


I completely agree that reading what I have to say will "blur what you already know is 
truth". I will go even further: it should disturb and destabilize those who have built their 
careers and staked their reputations on the contagious/HIV hypothesis of AIDS. 


It is a frightening thought to those in power that countless millions of people will find out 
that what they had accepted as Mylie’s "truth" (that HIV=AIDS) has serious problems 
with it. In fact, Mylie’s "truth" is completely wrong. 


To correct the record, I have a PhD in chemistry. I’ve worked in the pharmaceutical and 
biotech field since 1978. I am currently doing cancer research in Peter Duesberg’s lab at 
UC Berkeley in California. 


If you want to learn more about our AIDS work go to www.duesberg.com 


David Rasnick, PhD 
Member of Mbeki’s AIDS Advisory Panel 


Jan. 19, 2003 
Dear Editor, 


I challenge Dr. Gareth Lloyd to come up with the names (even one will do) of the persons 
who are documented to have shown that AIDS (or even HIV) is sexually transmitted. I 
know of no such study. In fact, the scientific, medical literature is full of evidence that 
neither AIDS nor HIV is sexually transmitted. It is only assumed that they are. 


The results of the world's best scientific study that attempted to measure the efficiency of 
heterosexual transmission of antibodies to HIV was conducted by Nancy Padian and her 
colleagues (Padian NS, et al. (1997): Heterosexual transmission of human 
immunodeficiency virus (HIV) in northern California: results from a ten-year study. Am 
J Epidemiol 146: 350-7). 


The most striking result of the ten-year study is that Padian et al. did not observe any 
HIV-negative sex partners becoming HIV-positive from years of unprotected sexual 
intercourse with their HIV-positive partners. I repeat-NOT ONE HIV-negative sex 
partner became positive during the 10-year study. Therefore, the observed transmission 
efficiency was ZERO. 


However, to avoid reporting a zero efficiency for the sexual transmission of HIV, Padian 
and colleagues assumed that the HIV-positive sex partners in their study must have 
become positive through sexual intercourse before entering the study. Using that 
assumption, they estimated that an HIV-negative woman would have to have sexual 
intercourse 1000 times with HIV-positive men before becoming HIV-positive herself. 
Even more astounding, HIV-negative men would have to have 8000 sexual contacts 
before becoming HIV-positive. Virtually identical figures have been reported by others 
(Gisselquist, D., et al., HIV infections in sub-Saharan Africa not explained by sexual or 
vertical transmission. Int J STD AIDS, 2002. 13: p. 657-666; Jacquez, J.A., et al., Role of 
the primary infection in epidemics of HIV infection in gay cohorts. J Acquir Immune 
Defic Syndr, 1994. 7: p. 1169-1184). 


Given these figures and that the Centers for Disease Control estimates that one million 
Americans have antibodies to HIV raises an enormous problem for sexually transmitted 
HIV. Since there are around 280 million men and women in the USA, that means that on 
average an HIV-negative woman would have to have random sexual intercourse 140,000 
times (and a man eight times that number) in order to become HIV-positive (assuming 
equal distribution of HIV between the sexes). 


Below are additional examples in the literature that neither AIDS nor HIV is sexually 
transmitted. 


None of the husbands of HIV positive women became antibody positive to HIV over a 
three-year period. (Stewart et al. Lancet 11: 581 (1985)) 


No transmission of HIV was observed between couples in which all of the women were 
HIV positive and in which at least 100 sexual contacts occurred. (Padian et al. JAMA 
259: 3037 (1988)) 


After a mean of 3-1/2 years of unprotected intercourse, with an average of 50 sexual 
encounters per year, only one hemophiliac wife became HIV positive. (Kim et al. 
American Journal of Medicine 85: 472 (1988)) 


No transmission of T-cell abnormalities from hemophiliacs with AIDS to their spouses. 
(Kreiss et al. JAMA 251: 1450 (1984)) 


"The number of American and European heterosexuals who have had sexual relations 
with a prostitute, who have no other admitted risk factors (such as drug abuse), and who 
have subsequently developed antibody to HIV can be counted on the fingers of one hand. 


Sex with a prostitute is not even listed as a risk category by the American CDC." (Root- 
Bernstein, Rethinking AIDS, (1993)) 


"Non-drug abusing prostitutes have no higher risk of AIDS than other women." (AIDS: 
the second decade, report from the National Academy of Sciences USA (1990)) 


The same is true for prostitutes in Germany, Zurich, Vienna, London, Paris, Pardenone 
(Italy), and Athens. (Luthy et al Klinische Wochenschrift 65: 287 (1987); Kopp & Dangl- 
Erlach Wiener Klinische Wochenschrift 98: 697 (1986); Brenky-Fandeux & Fribourg- 
Blanc Lancet 11: 1424 (1985); Day et al. British Medical Journal 297: 1585 (1988); 
Hyams et al. Scand J Infect Dis 21: 353 (1988)) 


The repeated appearance between AIDS (antibodies to HIV) in drug users around the 
world is no coincidence (Duesberg, P.H. and D. Rasnick, The AIDS dilemma: drug 
diseases blamed on a passenger virus. Genetica, 1998. 104: p. 85-132). 


David Rasnick, PhD 

Member of Mbeki's AIDS Advisory Panel 
Visiting Scientist 

Dept. Molecular & Cell Biology 
University of California at Berkeley 
Berkeley, CA 94720 


From Brian Foley 
BMJ 
Jan. 28, 2003 


Whether or not the studies I cited were designed to "prove" that HIV- 1 and HIV-2 can be 
sexually transmitted, they do provide compelling evidence that these lentiviruses are 
indeed sexually transmitted. 


Before going off to "scrutinize" all of the papers I cited, Dr. Rasnick should re-evaluate 
his interpretations of the paper he started with. Citing one of Dr. Nancy Padian's papers, 
David wrote: 


"The results of the world's best scientific study that attempted to measure the efficiency 
of heterosexual transmission of antibodies to HIV was conducted by Nancy Padian and 
her colleagues (Padian NS, et al. (1997): Heterosexual transmission of human 
immunodeficiency virus (HIV) in northern California: results from a ten-year study. Am 
J Epidemiol 146: 350-7). 


The most striking result of the ten-year study is that Padian et al. did not observe any 
HIV-negative sex partners becoming HIV-positive from years of unprotected sexual 
intercourse with their HIV-positive partners. I repeat—NOT ONE HIV-negative sex 


partner became positive during the 10- year study. Therefore, the observed transmission 
efficiency was ZERO. " 


In reality, the abstract and text of that paper state that there were 70 seroconversions 
during the ten-year period: 


"Overall, 68 (19%) of the 360 female partners of HIV-infected men (95% confidence 
interval (CI) 15.0-23.3%) and two (2.4%) of the 82 male partners of HIV-infected women 
(95% CI 0.3-8.5%) were infected. " 


How does Dr. Rasnick get from 70 (68 + 2) to ZERO? 


Dr. Rasnick goes on to state: "Given these figures and that the Centers for Disease 
Control estimates that one million Americans have antibodies to HIV raises an enormous 
problem for sexually transmitted HIV. Since there are around 280 million men and 
women in the USA, that means that on average an HIV- negative woman would have to 
have random sexual intercourse 140,000 times (and a man eight times that number) in 
order to become HIV-positive (assuming equal distribution of HIV between the sexes)." 


What twisted mathematics does Dr. Rasnick believe in? Does he also believe that if auto 
accidents occur on average once for every 10,000,000 miles driven that we are all 100% 
safe until we have driven more than 10,000,000 miles? Even if the odds of infection (or 
auto accident) are low, the odds of becoming infected during the very first sex act (or 
having an accident suring the first 100 miles driven) are not ZERO. Nobody has to have 
sex 100 or 140,000 times in order to become infected, if can and does happen quite often 
during the very first act. 


Rather than "scrutinizing" the papers that I presented, Dr. Rasnick should have a look at 
the twisted logic an mathematics required to "re- think" AIDS into a problem that does 
not involve sex. Occam's razor is often a useful tool. 


Competing interests: Personally disgusted by the lies that "rethinkers" are willing to tell 
in order to attamtp to convince people that AIDS is not a problem caused by the HIV-1 
and HIV-2 lentiviruses. 


Dave Rasnick’s response to Foley 
BMJ 
Jan. 28, 2003 


"Before going off to 'scrutinize' all of the papers I cited," Foley says, "Dr. Rasnick should 
re-evaluate his interpretations of the paper he started with. Citing one of Dr. Nancy 
Padian's papers". Very well, let the analysis begin with the Padian et al. study that I have 
submitted as evidence against the sexual transmission of HIV. (Padian, N.S., et al., 
Heterosexual transmission of human immunodeficiency virus (HIV) in northern 
California: results from a ten-year study. Am J Epidemiol, 1997. 146(4): p. 350-7) 


In attempting to refute my evidence that the Padian et al. study showed zero sexual 
transmission of antibodies to HIV, Foley quotes from the abstract of their paper and says 
that, "In reality, the abstract and text of that paper state that there were 70 
seroconversions during the ten-year period": 'Overall, 68 (19%) of the 360 female 
partners of HIV-infected men (95% confidence interval (CI) 15.0-23.3%) and two (2.4%) 
of the 82 male partners of HIV-infected women (95% CI 0.3-8.5%) were infected." 


So, now Foley moves from the titles of papers as proof that HIV is sexually transmitted 
to quoting from an abstract. However, let us examine the Padian et al. paper in more 
depth and see if it provides sufficient justification for both the title and claims in the 
abstract. In short, do the results of the Padian et al. study provide evidence, strong or 
otherwise, to support the hypothesis that HIV is sexually transmitted. 


On page 351, Padian et al. specifically say that, "given the retrospective nature of the 
cross-sectional aspect of our design (e.g., transmission occurred prior to entry in the 
study), past infection is probably a more appropriate measure for the cross-sectional 
analysis. A prospective phase of the study began in 1990. After entry, serodiscordant 
couples who remained together were seen every 6 months for an interview covering the 
interval since the last visit and physical examination with the same laboratory tests 
described above." 


Then on page 352 they state: "The infectivity constant (per-contact transmission risk) for 
male-to-female transmission was estimated using maximum likelihood methods taking 
into account of the fact that infection times of both index cases and all infected partners 
occurred prior to recruitment and are known only to lie in broad intervals (11). These 
intervals were defined by the reported lengths of exposure for couples and the earliest 
possible time of infection for the index cases. The plausibility of the assumption that 
infectivity is constant was evaluated using methods described in Shiboski and Jewell (12) 
and Shiboski (13)." 


The 68 females and 2 males that Foley extracts from the abstract of Padian et al. come 
from the "retrospective...cross-sectional" part of their study on page 352 under Cross- 
sectional results, where the authors admit that they assumed that these people became 
HIV positive through sex before entry into the study. 


However, on page 354 from the "Prospective results", where the authors attempted to 
document actual sexual transmission of antibodies to HIV, they state: "We followed 175 
HIV-discordant couples over time, for a total of approximately 282 couple-years of 
follow-up (table 3). Because of deaths as well as the break-up of couples, attrition was 
severe; only 175 couples are represented in table 3. The longest duration of follow-up 
was 12 visits (6 years). We observed no seroconversion after entry into the study." 


Finally, in the discussion section on page 356 the authors say this: "While our estimation 
procedure does not require that infection time be observed [which is admitted to be the 
case], it does depend on the assumptions of constant rates and parametric forms for 


infectivity. (We assumed that the infectivity was either constant, linearly increasing, or 
linearly decreasing with time following index case infection. Direct non-parametric 
estimation of this quantity is problematic in the absence of information on when the index 
case became infected (9)." 


"While lack of transmission in our prospective study may in part be due to...unidentified 
protective factors, we also observed significant behavior change over time. 
...Nevertheless, the absence of seroincident infection over the course of the study cannot 
be entirely attributed to significant behavior change. No transmission occurred among 25 
percent of couples who did not use condoms consistently at their last follow-up nor 
among the 47 couples who intermittently practiced unsafe sex during the entire duration 
of follow-up." 


Foley asked: "How does Dr. Rasnick get from 70 (68 + 2) to ZERO?" The answer is 
simple. I take the authors own results of zero observations of sexual transmission to be 
just that--zero. 


Finally, Foley says that he is "Personally disgusted by the lies that 'rethinkers' are willing 
to tell in order to attamtp [sic] to convince people that AIDS is not a problem caused by 
the HIV-1 and HIV-2 lentiviruses." 


Can Foley be more specific about which lies I have told? 


David Rasnick 


Jan. 31, 2003 
Dear Editor 


Foley concedes that, "during the entire ten years of the Padian study...the seroconversions 
were not 'directly observed'." That's exactly what I said the Padian et al. study showed. 
The people who had antibodies to HIV when they entered the study were assumed to 
have become HIV positive previously through sexual intercourse. Foley accepts that 
assumption as fact. I am simply asking what is the evidence in the scientific, medical 
literature that justifies making that assumption. The Padian et al. study does not provide 
that evidence. So, now let's move on to where Foley says that evidence can be found. 


Foley says that the Stewart paper I cited "was one of the first to show that HIV-1 (named 
HTLV-III at that time) could indeed be transmitted by semen" (Lancet 1985 Sep 
14;2(8455):581-5). Again, as with the Padian et al. study, the title and abstract would lead 
one to believe that HIV (HTLV-II) is sexually transmitted. Foley quotes from the 
abstract: "Four of eight recipients of artificial insemination (AI) with cryopreserved 
semen from a symptomless carrier of human T-cell lymphotropic virus type II] (HTLV- 
II) were found to have antibody to the virus." However, the mere presence of antibodies 
to HIV in those women was assumed to result from the transmission of HIV through 
artificial insemination. But there is a serious problem with this assumption. The Abbott 


ELISA test for antibodies to HIV did not become available in Australia until April 1985 
and the Stewart et al. paper was published in September 1985. Consequently, the women 
were not tested prior to artificial insemination for antibodies to HIV. Therefore, there is 
no way of knowing if they became antibody positive as a result of artificial insemination- 
-or any other way for that matter. 


To complicate matters even further, there are over 60 documented ways a person can 
have antibodies to HIV who has never been exposed to the virus--and one of those is 
pregnancy. I can provide the references if requested. Also, the first Abbott ELISA test for 
antibodies to HIV had false positive rates of 50% and higher. The reason for the 
extremely high false-positive rates was because the FDA approved the test to screen the 
blood supply. The ELISA antibody test has never been approved to diagnose AIDS or 
HIV infection. And, amazingly enough, the insert that comes with the Abbott ELISA test 
states that, "At present, there is no recognized standard for establishing the presence and 
absence of HIV-1 antibody in human blood" (Human Immunodeficiency Virus Type 1, 
HIVAB HIV-1 EJA, 1995, Abbott Laboratories, Diagnostics Division, 66-8805/R5). In 
other words, it is not known whether the Abbott ELISA test is even detecting antibodies 
to HIV. 


Regardless of how the women came to have antibodies against HIV, none of the 
husbands of the four HIV-seropositive women developed antibodies against HIV over a 
three-year period involving extensive and regular sexual relations without barrier 
methods of contraception. All the children are antibody negative and healthy. This is 
hardly convincing evidence that HIV or even antibodies to HIV are sexually transmitted. 


Foley says that, "[he] can't find the JAMA paper by Padian, the pages cited were authored 
by Jay Levy, The transmission of AIDS: the case of the infected cell. JAMA. 1988 May 
27;259(20):3037-8". That is true, the paper is authored by Levy, who discusses 
previously unpublished data from Nancy Padian and Warren Winkelstein. My apologies 
for not listing Levy as the author, but the facts remain: "In [a] study involving 12 couples, 
no transmission from the infected woman to the male partner occurred after often more 
than 100 sexual contacts". 


Foley says that it was "strongly suggested" in the Padian et al. 1987 paper "that HIV-1 
was indeed sexually transmitted" (JAMA 258 (6), 788-790 (1987)). However, this paper 
provides even less data than the Padian et al. 1997 paper and once again begins with the 
assumption that HIV is sexually transmitted. The 1987 paper did not study the 
transmission of HIV but studied women who turned out to have antibodies to HIV, 
assuming they became positive through sex. Of the 75 women who were HIV-negative 
when the study began, 30 were retested 6 months after entry and "none had 
seroconverted". Again, no evidence that HIV or antibodies to HIV are sexually 
transmitted. Nevertheless, Padian et al. declare that, "Male-to-female sexual transmission 
of the AIDS virus was clearly documented in this study." I have the paper in front of me 
and I can't find where they documented (clearly or otherwise) the sexual transmission of 
the "AIDS virus". Perhaps Foley can direct me to the exact location in the paper where 
this is documented. 


Foley finds "it odd that David Rasnick claims that these papers provide compelling 
evidence (if not proof) that HIV cannot be sexually transmitted." I find it odd that neither 
Foley nor anyone else can provide evidence, convincing or otherwise, that HIV is 
sexually transmitted--much less AIDS itself. Without any scientific foundation, HIV and 
AIDS are believed to be acquired through sexual intercourse. I use believed because 
beliefs are things taken to be true in the absence of evidence. Until sufficient evidence-- 
even the beginnings of such evidence--is produced, I will continue to ask why people 
believe that HIV and AIDS are sexually transmitted. 


Brian Foley, we have examined the 1997 Padian et al. study, the longest and most 
thorough in the field of sexual transmission of HIV, and have found that it does not 
provide the evidence that HIV is sexually transmitted or is even likely to be sexually 
transmitted. We have scrutinized lesser studies and found them lacking. However, instead 
of showing where the evidence for sexual transmission of HIV or even AIDS may be 
found, you go off in a completely different direction, quoting me as saying that, "there is 
no proof in the scientific, medical literature that the anti-HIV drugs do more good than 
harm, even in the developed world [2]. Indeed, the opposite is true." You got the quote 
right. I did say that and I am prepared to justify that statement by citing and quoting the 
literature. But let's first get back to the sexual transmission of HIV and finish that 
discussion before moving on to the other problems with the contagious, HIV hypothesis 
of AIDS. Can you offer any evidence from the scientific, medical literature that gives the 
foundation for the prevailing assumption that HIV is sexually transmitted? Are there any 
studies that actually attempted to determine whether HIV or AIDS can be transmitted 
sexually? I think you will agree that even if it turns out that HIV can indeed be 
transmitted sexually that the Padian et al. and numerous other studies indicate that sexual 
transmission must be highly inefficient. Then one must show that AIDS is sexually 
transmitted. If you cannot come up with the evidence that I'm seeking, then I guess we 
can move on to examine whether the anti-HIV drugs do more good than harm. 


David Rasnick 


Feb. 1, 2003 
Dear Editor 


Foley wants me to prove that HIV and AIDS are not sexually transmitted. The strongest 
evidence against the sexual transmission of HIV and AIDS is that after two decades there 
is no evidence for it. The $100 billion HIV/AIDS establishment (Johnson, J.A., AIDS 
funding for federal government programs: FY 1981-FY2001. 2000, Congressional 
Research Service, The Library of Congress: Washington DC) has been telling the world 
for two decades that HIV and AIDS are sexually transmitted. But, astonishingly, the 
scientific evidence for that claim is at best difficult to find and probably doesn't exist. It is 
for Foley and other members of the mainstream to justify terrorizing hundreds of millions 
of people around the world by equating sex with death. The onus is no them to prove (or 
at least show that it is likely) that HIV and AIDS are sexually transmitted. 


Foley says that, "David Rasnick is correct to note that the size of the HIV-1 pandemic 
suggests that the sexual transmission of HIV-1 must be more efficient in unprotected 
heterosexual intercourse, than the Padian study found for condom-using couples." Foley 
overlooks the fact that Padian et al. included non-condom-using couples in their study. 
Why didn't their non-condom-using couples transmit HIV? 


Recently, Gisselquist et al. have documented that in serodiscordant couples in Africa the 
"rate of transmission [of antibodies to HIV] per coital act [is] only 0.0011, comparable to 
rates of 0.0003-0.0015 from similar studies in the US and Europe" (Gisselquist, D., et al., 
HIV infections in sub-Saharan Africa not explained by sexual or vertical transmission. Int 
J STD AIDS, 2002. 13: p. 657-666.). Gisselquist et al. point out that only 1.2% of 
African couples use condoms and yet they have the same low efficiency of transmitting 
antibodies to HIV as reported by Padian et al. Gisselquist et al. conclude that, "An 
expanding body of evidence challenges the conventional hypothesis that sexual 
transmission is responsible for more than 90% of adult HIV infections in Africa. 
Differences in epidemic trajectories across Africa do not correspond to differences in 
sexual behaviour. Studies among African couples find low rates of heterosexual 
transmission, as in developed countries." 


Foley says that, "Although it is unethical to ask humans to have unprotected sex to 
directly test this hypothesis prospectively, retrospective analyses indeed indicate that 
HIV-1 transmission via unprotected heterosexual intercourse is indeed more than Padian 
et al. observed with condom-using couples." Is Foley's strongest evidence retrospective 
analyses? Remember, those retrospective analyses assumed from the start what needed to 
be demonstrated. That is, Padian et al. assumed (so does Foley) that the people who were 
HIV positive at the time they entered the study must have become positive through sexual 
intercourse prior to the study. Why does Foley give so much weight to the retrospective 
analyses (which represent a circular argument) and apparently discount the clear non- 
transmission of HIV between non-condom-using couples of the Padian et al. study? On 
what basis does Foley think scientists and doctors decided in 1980s to declare that HIV 
and AIDS were sexually transmitted? Surely, they didn't just pluck the sexual 
transmission of AIDS (or HIV for that matter) out of thin air--or did they? 


Foley offers testimonials and a MEDLINE search of titles and abstracts to make his case. 
I counter with quotes from the body of the publications that contradict or refute the 
assertions and implications in the titles and abstracts that he offers as evidence. Relying 
so heavily on titles and abstracts, one would think that Foley considers the body of a 
scientific publication to be superfluous. 


Joining the debate (or perhaps hoping to end it), Riccardo Baschetti says that, "Potentially 
harmful letters should be peer reviewed." (I guess that means my letters.) Potentially 
harmful to whom? Is Baschetti the judge of what is "Potentially harmful"? Is "peer 
reviewed" code for censored? To whom is it dangerous to investigate the evidence for 
and against the contagious/HIV hypothesis of AIDS? 


A single "Haitian man who moved to Sweden and transmitted HIV to six sexual partners" 
is enough to convince Baschetti and "all sensible persons" that HIV is sexually 
transmitted. (I suppose those who disagree with Baschetti are not "sensible persons".) 
Such credulity in science and medicine is not only unprofessional it can lead to colossal 
blunders. 


I'm often told there is overwhelming evidence to support the contagious/HIV hypothesis 
of AIDS but, curiously, the physicians and scientists making a comfortable living off the 
HIV gravy train are reluctant to provide even a sliver of that evidence when requested. 
One wonders why AIDS scientists and doctors are so reticent? It is only after being 
pushed into a corner that AIDS scientists and doctors bother to justify their views and 
opinions. The first course of action is often an appeal to authority. When that doesn't 
work they resort to testimonials, MEDLINE searches of titles and abstracts but rarely, if 
ever, take the bull by the horns and really scrutinize the evidence to see if their beliefs are 
well-founded in science. In contrast with AIDS, scientists in other fields are usually all 
too eager to talk about their work, to dazzle colleagues with their brilliance, to convince 
them by attempting to show that all the evidence is consistent with and better explained 
by their theory, or that their approach is at least free from the paradoxes that plague 
competing theories. But with AIDS, discussion is dangerous and rarely tolerated. Again I 
ask, dangerous to whom? 


If the evidence exists that HIV and AIDS are sexually transmitted, what harm does it do 
to go over it again, if for no other reason than to reassure everyone that the horses are 
hitched to the right buggy. The next time questions are raised about the sexual 
transmission of HIV and AIDS, Foley and Baschetti would be much better prepared to 
convince others of their assertions. But the complete lack of evidence for the 
contagious/HIV hypothesis of AIDS is turning it into the biggest scientific, medical 
blunder of the 20th century--perhaps of all time since it encompasses the globe. 


Therefore, Brian Foley, aside from using titles of papers, what is the best scientific 
evidence that you know of that demonstrates (or "highly suggests") that HIV is sexually 
transmitted? 


David Rasnick 


Feb. 4, 2003 
One more thing before we move on to the drugs 


Dear Editor, 


Brian Foley says that the best evidence that HIV and AIDS are sexually transmitted is 
"Conventional and molecular epidemiology". Okay, which is the best published study 
(studies) that used "Conventional and molecular epidemiology" to demonstrate that HIV 
and AIDS are sexually transmitted? I will, as Foley asked, lay my hands on that paper 
(papers) and provide a critique. 


Foley says that the second best evidence is "eyewitness" accounts. The Padian et al. 1997 
study was an attempt to provide exactly that: eyewitness accounts of sexual transmission 
of HIV. As the authors state several times in that paper they did not observe even one 
HIV negative sex partner become HIV positive during the entire 10 years of the study. 
Thus, no eyewitness account of sexual transmission in a study designed to observe it. So, 
I would like to know just where an eyewitness study as good as or better than the Padian 
el al. study is published. 


After Foley posts the references to the studies that used "conventional and molecular 
epidemiology" to demonstrate that HIV and AIDS are sexually transmitted, we can move 
on to examine the anti-HIV drug issue that he raised earlier. What is the evidence that the 
anti-HIV drugs do more good than harm? 


David Rasnick 


Feb. 5, 2003 
Dear Editor, 


Brian Foley provides a formidable list of 21 (if I counted right) references that he feels 
contains the best evidence that HIV is sexually transmitted. He lists two references from 
2002, two from 2001, three from 2000, one from 1999, two from 1998, one from 1997, 
three from 1996, one from 1995, one from 1994, one from 1993, one from 1990, and 
three from 1989, if I added them up right. 


The first thing that strikes me about this list is its length. Watson and Crick's Nobel-prize- 
wining paper describing the structure of DNA took no more than two pages. Second, and 
of no less importance, is that almost all of the citations are to recent publications. One 
wonders if this list of references (or a subset) is what has convinced most researchers that 
HIV is sexually transmitted. If it is, they had to wait a long time for that evidence. I will 
bet Brian Foley the beverage of this choice that those studies he cites assume from the 
start that HIV is sexually transmitted and were not designed to actually put that 
assumption to the test. It is important to remember that scientists and doctors working in 
the 1980s would not have had the benefit of Foley's references as a basis for deciding 
whether or not HIV was indeed sexually transmitted. Yet they did come to that 
conclusion. 


Therefore, to live up to my end of the bargain I will lay my hands on Foley's earliest 
references, the three 1989 papers and the single 1990 paper, read them and report back as 
to what evidence they provide towards answering the question: Is HIV sexually 
transmitted? Who knows, they may actually contain the evidence I'm asking for. We shall 
see. Stay tuned. 


David Rasnick 


Feb. 9, 2003 
Dear Editor 


Foley has asked that I provide evidence against the sexual transmission of HIV. The early 
mainstream AIDS literature itself provides a great deal of data that raise serious doubts 
about HIV and AIDS being sexually transmitted. 


If either HIV or AIDS were sexually transmitted then the quantitative evidence for sexual 
transmission should readily be found studying prostitutes. However, there is ample 
evidence that prostitution is not, in and of itself, a risk factor for AIDS. In fact, sex with a 
prostitute is not even listed as a risk category by the American CDC, and the following 
evidence explains why. 


Seidlin et al. examined the prevalence of antibodies to HIV in New York City call girls 
during 1987 (Seidlin, M., et al., Prevalence of HIV infection in New York call girls. J 
Acquir Immune Defic Syndr, 1988. 1(2): p. 150-4). They studied 78 women who had 
been prostitutes for an average of over 5 years. Each woman had had an average of over 
200 clients during the past year, or approximately 1,000 lifetime partners. Use of 
condoms was sporadic at best. Vaginal intercourse was common, while anal intercourse 
was rare. Despite all this sexual activity (which certainly would be a risk factor for 
acquiring and transmitting a sexually transmissible disease) and despite living in one of 
the AIDS capitals of the world, only one of the women was HIV-positive. And, she 
admitted to being an iv drug user. Her 72 non-drug using co-workers were all HIV- 
negative. 


Another study carried out in New York City between 1982 and 1988 found similar 
results. Joyce Wallace et al. surveyed several hundred streetwalkers for a variety of 
measures of immunodeficiency (Wallace, J., Case presentation of AIDS in the United 
States, in AIDS and Infections of Homosexual Men, P. Ma and D. Armstrong, Editors. 
1989, Butterworths: Boston. p. 285-295). Excluding admitted iv drug users from their 
study (the women were not tested for drug use), they found that only 4.5 percent of the 
prostitutes were HIV-positive. The only statistically significant difference between the 
HIV-positive and negative women was that the former had had a mean of 3,062 sex 
partners during their lifetimes, whereas the negatives had had 1,047. 


Another US study in 1988 found similar results. The authors concluded that, "HIV 
infection in non-drug using prostitutes tends to be low or absent, implying that sexual 
activity alone does not place them at high risk, while prostitutes who use intravenous 
drugs are far more likely to be infected with HIV" (Rosenberg, M.J. and J.M. Weiner, 
Prostitutes and AIDS: A health department priority? Am. J. Public Health, 1988. 78: p. 
418-423). 


The same results were reported from Amsterdam, one of the world's centers of legalized 
prostitution. When several hundred non-drug using prostitutes were studied, investigators 
found no HIV-positive women even though they averaged more than 200 clients per year 


(Coutinho, R.A. and T. van der Helm, [No indications for LAV/HTLV-II in non-drug- 
using prostitutes in Amsterdam]. Ned Tijdschr Geneeskd, 1986. 130(11): p. 508). 


The story repeats itself for prostitutes in Germany, Zurich, Vienna, London, Paris, 
Pardenone (Italy), and Athens. (Klinische Wochenschrift 65: 287 (1987), Luthy et al.; 
Wiener Klinische Wochenschrift 98: 697 (1986), Kopp & Dangl-Erlach; Lancet ii: 1424 
(1985), Brenky-Fandeux & Fribourg-Blanc; British Medical Journal 297: 1585 (1988), 
Day et al.; Scand J Infect Dis 21: 353 (1988), Hyams et al.) 


Below are the points I made in a previous letter. 


None of the husbands of HIV positive women became antibody positive to HIV over 
a three-year period. (Lancet 11: 581 (1985), Stewart et al.) 


No transmission of HIV was observed between couples in which all of the women were 
HIV positive and in which at least 100 sexual contacts occurred. (JAMA 259: 3037 
(1988), Padian et al.) 


After a mean of 3-1/2 years of unprotected intercourse, with an average of 50 sexual 
encounters per year, only one hemophiliac wife became HIV positive. (American Journal 
of Medicine 85: 472 (1988), Kim et al.) 


No transmission of T-cell abnormalities from hemophiliacs with AIDS to their spouses. 
(JAMA 251: 1450 (1984), Kreiss et al.) 


"The number of American and European heterosexuals who have had sexual relations 
with a prostitute, who have no other admitted risk factors (such as drug abuse), and who 
have subsequently developed antibody to HIV can be counted on the fingers of one hand" 
(Rethinking AIDS, Root-Bernstein (1993). 


The implications of these and related studies are astounding. HIV cannot be a sexually 
transmitted disease, in the usual sense. The same studies cited above demonstrated that 
most prostitutes, regardless of whether they are drug users and regardless of whether they 
regularly use condoms with their clients, eventually develop the standard sexually 
transmitted diseases of syphilis, gonorrhea, and herpes. But, with only a handful of 
exceptions, only drug-using prostitutes contract antibodies to HIV. The US National 
Academy of Sciences even admits as much in their 1990 report, "AIDS: The Second 
Decade", when they state that non-drug using prostitutes have no higher risk of AIDS 
than other women. 


One clear implication of these studies is that non-drug using heterosexuals should have 
little risk of HIV or AIDS. Indeed, testing the prevalence of antibodies to HIV among 
new recruits by the US Army, the US Navy, and the Marine Corps (groups succeptible to 
sexually transmitted diseases) (Burke, D.S., et al., Human immunodeficiency virus 
infections in teenagers; seroprevalence among applicants for the U.S. military service. J. 
Am. Med. Assoc., 1990. 263(15): p. 2074-2077; Garland, F.C., et al., Incidence of human 


immunodeficiency virus seroconversion in US Navy and Marine Corps personnel, 1986 
through 1988. Jama, 1989. 262(22): p. 3161-5), and among first-time blood donors of all 
ages by the Red Cross (Centers for Disease Control, Summary of Surveillance Data. 
1989, Centers for Disease Control: Atlanta. p. 36-38) has been carried out since 1985, 
when the Abbott HIV antibody test became available. All three sets of data demonstrate 
clearly that the prevalence of antibodies to HIV in the general population was no more 
common in 1992 than in 1985. The same general trends have been observed in Canada 
and Britain as well. AIDS and people with antibodies to HIV are staying within the same 
risk groups first identified in the early 1980s: gay men, drug addicts, hemophiliacs (about 
one percent), and blood transfusion recipients (about one percent). 


After evaluating the evidence, Robert Root-Bernstein concludes that, "in Europe and the 
Americas, the transmission of HIV through heterosexual intercourse is so rare that two 
heterosexuals without identified risks for AIDS have an equal probability of being struck 
by lightening, dying in a commercial airplane crash, or developing AIDS" (Root- 
Bernstein, R., Rethinking AIDS: The tragic cost of premature consensus. 1993, New 
York, NY: Free Press). 


So, given all this evidence against sexual transmission of HIV and AIDS, I think it is fair 
to ask what is the best evidence that either HIV or AIDS or both are sexually transmitted? 


David Rasnick 


Feb. 10, 2003 
Prelude to critique 


It is interesting that Brian Foley accuses me of "argument from authority". He is the one 
flooding the readers with Medline search results in the place of argument and skeptical 
analysis. He seems to be counting on the shear tonnage of the close to 200,000 
publications produced from the $100 billion of HIV funding over the past two decades to 
win the day. He accuses me of "not encourag[ing] the readers of this debate to check 
[our] references themselves". Where did I ever say that? Foley says that I claim to be "the 
‘expert’ and you should trust [my] interpretation of what those papers contain." Where did 
I ever say that? I am the one who is encouraging skepticism and debate. I am certainly 
not trying to discourage it. Foley claims that I said that I "can make AIDS go away just 
by 're-thinking' it." Where did I ever say that? If Foley is going to quote me he better get 
the quotes right and reference them. 


As promised, I have studied the four earliest of the 21 papers that Brian Foley offers as 
the best evidence that HIV is sexually transmitted. But, before scrutinizing these papers, 
it will be helpful to examine a fallacy in his argument concerning the Padian et al. 1997 
study. He says that, "there were 70 [HIV] seroconversions during the ten year period" of 
the study. Not true. Those 70 people where antibody positive to HIV at the time they 
entered the Padian et al. study. They did not become antibody positive after entering the 
study. There is no way of knowing from the Padian et al. study when or how those 70 


people became antibody positive to HIV. Even had they been observed to go from 
antibody negative to positive during the study, that still does not mean that it was because 
of sex. It would have been suggestive of sexual transmission but it is certainly a long way 
from proof. I will use a parable to illustrate the fallacy in Foley's logic, which out of 
necessity is shared by those hoping to get NIH funding to do HIV research. 


Suppose that in all of the references that Foley cites as evidence that HIV is sexually 
transmitted we were talking about diabetes instead of AIDS or HIV. Everywhere you see 
HIV, AIDS or infection you replace them with the word diabetes or diabetic. Since Foley 
is fond of abstracts, we will use the abstract of the Padian et al study as an example of the 
fallacy in logic. This little story will also make clear the explicit assumption of sexual 
transmission. 


Padian, N.S., et al., Heterosexual transmission of human immunodeficiency virus (HIV) 
in northern California: results from a ten-year study. Am J Epidemiol, 1997. 146(4): p. 
350-7. 


Altered abstract 

To examine rates of and risk factors for heterosexual transmission of diabetes, the authors 
conducted a prospective study of diabetic individuals and their heterosexual partners who 
have been recruited since 1985. Participants were recruited from health care providers, 
research studies, and health departments throughout Northern California, and they were 
interviewed and examined at various study clinic sites. A total of 82 diabetic women and 
their male partners and 360 diabetic men and their female partners were enrolled. Over 
90% of the couples were monogamous for the year prior to entry into the study; < 3% had 
a current sexually transmitted disease (STD). The median age of participants was 34 
years, and the majority were white. Over 3,000 couple-months of data were available for 
the follow-up study. Overall, 68 (19%) of the 360 female partners of diabetic men (95% 
confidence interval (CI) 15.0-23.3%) and two (2.4%) of the 82 male partners of diabetic 
women (95% CI 0.3-8.5%) were diabetic. History of sexually transmitted diseases was 
most strongly associated with transmission [of diabetes]. Male-to-female transmission 
was approximately eight-times more efficient than female-to-male transmission and 
male-to-female per contact infectivity was estimated to be 0.0009 (95% CI 
0.0005-0.001). Over time, the authors observed increased condom use (p < 0.001) and no 
new diabetes. Infectivity for diabetes through heterosexual transmission is low, and STDs 
may be the most important cofactor for transmission. Significant behavior change over 
time in serodiscordant couples was observed. 


This fanciful study would make sense only if it had already been proved beyond doubt 
that diabetes was sexually transmitted. However, the protocol of the Padian et al. study 
was not designed to prove the sexual transmission of anything, including HIV, and it 

certainly did not provide evidence to justify the sexual transmission of HIV (diabetes). 


A critique of the four references suggested by Foley will follow. 


David Rasnick 


Feb. 11, 2003 
Dear Editor 


Here is my promised critique of the four earliest of the 21 papers that Brian Foley offers 
as the best evidence that HIV is sexually transmitted. I will abbreviate each paper by the 
first letter of the author's last name as shown below. 


(D) DeGruttola, V., et al., Infectiousness of HIV between male homosexual partners. J 
Clin Epidemiol, 1989. 42(9): p. 849-56. 


(L) Laga, M., et al., Advanced immunodeficiency as a risk factor for heterosexual 
transmission of HIV. Aids, 1989. 3(6): p. 361-6. 


(J) Johnson, A.M., et al., Transmission of HIV to heterosexual partners of infected men 
and women. Aids, 1989. 3(6): p. 367-72. 


(R) Ramstedt, K., et al., Contact tracing for human immunodeficiency virus (HIV) 
infection. Sex Transm Dis, 1990. 17(1): p. 37-41. 


As expected, all four of these papers assume from the start that HIV is sexually 
transmitted. None of the papers was designed to test that hypothesis. See a previous letter 
titled "Prelude to Foley's references" for a criticism of this assumption that is shared by 
Foley. 


Here is how I summarize Foley's argument. I hope he will correct any errors I may have 
made interpreting his position. Foley claims that the sex partners of the HIV-positive 
"index" cases who were HIV-positive themselves at the time of enrollment into the 
Padian et al. sexual transmission study published in 1997 are proof that those HIV- 
positive sex partners must have become HIV-positive from sex with the index cases 
sometime before entering the study. Padian et al. explicitly state that, "transmission 
occurred prior to entry in the study" (Padian, N.S., et al., Heterosexual transmission of 
human immunodeficiency virus (HIV) in northern California: results from a ten-year 
study. Am J Epidemiol, 1997. 146(4): p. 350-7). It cannot be stated enough that during 
the entire length of the Padian et al. study, which lasted 10 years, the authors did not 
observe even a single HIV-negative partner become HIV-positive. 


Now to the four references. Reference (R) is of little import to the question of proof. The 
paper describes a method for contact tracing of people who came in contact with HIV 
positive persons. This paper does not bear on whether or not HIV or AIDS is sexually 
transmitted. One could just as well perform contact tracing of people who come in 
contact with diabetics, which would also produce a tracing diagram of those contacts who 
turned out to be diabetic themselves, and the much larger number of contacts who are not 
diabetic. Such a bizarre undertaking would only make sense if diabetes were contagious. 


I will have nothing further to say about this paper unless Foley or others wish to talk 
about it. 


There is a common problem acknowledged in the remaining three references, and indeed 
recognized in the publications on sexual transmission throughout the second half of the 
1980s up to the present. I will quote from the three papers to set the stage. 


From (D): "some men with large numbers of receptive anal sexual contacts remain 
uninfected while others with infrequent contact become infected." 


From (L): "The lack of association between HIV infection in the contacts and the number 
of sexual encounters was unexpected. ... Thus, some partners became infected after only a 
few sexual encounters, while others remained uninfected despite frequent unprotected 
sexual intercourse for several years after infection of the index case." 


From (J): "In common with a number of studies, no relationship was found between 
transmission probability and either length of relationship or estimated number of sexual 
contacts." 


The lack of correlation between the number of sexual contacts with HIV-positive partners 
and risk of becoming HIV-positive was also disclosed in a 1988 CDC study, which found 
that, "although most husbands and wives remained uninfected despite repeated sexual 
contact without protection, some acquired infection after only a few contacts" (Peterman, 
T.A., et al., Risk of human immunodeficiency virus transmission from heterosexual 
adults with transfusion-associated infections. JAMA, 1988. 259: p. 55-58). 


There is another very serious discrepancy, which is the profound differences in sexual 
transmission in the USA and Europe compared to Africa. As Nancy Padian and John 
Pickering pointed out in 1986, "The ratio of male-to-female AIDS cases varies 
geographically. In the United States, this ratio has been 13:1 since the beginning of the 
epidemic. In Africa, the ratio is closer to unity..." (Padian, N. and J. Pickering, Female-to- 
male transmission of AIDS: a reexamination of the African sex ratio of cases. Jama, 
1986. 256(5): p. 590). The authors go on to say that, "The low African sex ratio does not 
necessarily confirm that AIDS in Africa is predominantly transmitted by heterosexual 
contact. ...While it is true that in Africa, the incidence of AIDS and infection with HTLV- 
II/lymphadenopathy-associated virus/AIDS-related virus is nearly equal among [sic] 
men and women, we ought not automatically to assume that heterosexual transmission of 
the AIDS virus is likely here [in the USA]". 


That is an amazing statement when you think about it, because it is just exactly what a 
scientist should have assumed about a supposedly sexually transmitted disease. Aside 
from AIDS, what other sexually transmitted disease targets men and women so 
completely differently depending on where they live? 


It is impossible for Padian et al. and the rest of mainstream AIDS researchers to honestly 
face the paradoxes that they themselves had discovered about the hypothesis that HIV 


and AIDS are sexually transmitted. Since they are not allowed to question any of the 
axioms of AIDS, mainstream researchers are forced to come up with bizarre ad hoc 
arguments to explain why AIDS is so completely different from all other contagious and 
sexually transmitted diseases. 


Just as with the Padian et al. study, the HIV-positive sex partners of the index cases were 
positive at entry in (D), (L) and (J). However, (J) was different in that, "Seronegative 
contacts were interviewed and re-tested [for antibodies to HIV] when possible at six 
monthly intervals, although in many cases sexual relationships ended." As with many 
other studies, "Seropositives and seronegatives did not differ in terms of frequency of 
protected or unprotected vaginal intercourse" (J). There is a tidbit of interesting 
information that the authors of (J) provided in passing. "Two seropositive contacts 
reported only one act of sexual intercourse with their seropositive partner. In both cases, 
seroconversion was documented. Details of these two cases are provided in the 
Appendix." Amazingly, the appendix does not provide any source information or other 
documentation of these "documented" seroconversions. We just have to take their word 
for it. 


There are numerous other problems with these papers, but I think I have made the point 
that they fall seriously short of proving that HIV is sexually transmitted. Naturally, Foley 
and others are free to dispute my conclusion by raising other points in the papers. I will 
be happy to address their specific criticisms and arguments. 


However, it appears from this analysis that the sexual transmission of AIDS and HIV is 
an example of what Irving Langmuir, Nobel prize winner in chemistry, calls pathological 
science. Here are Langmuir's Rules of Pathological Science along with corresponding 
examples from the AIDS literature. 


1) The maximum effect that is observed is produced by a causative agent of barely 
detectable intensity, and the magnitude of the effect is substantially independent of the 
intensity of the cause. 


(The levels of HIV in a person are so small that instead of looking for the virus directly, 

antibodies against it are needed to label a person HIV-positive. From 30 to 45 cycles of 

PCR are typically used to detect otherwise invisible quantities of viral fragments. As we 
have seen, the likelihood of becoming HIV antibody positive from sex is independent of 
the number of sexual contacts.) 


2) The effect is of a magnitude that remains close to the limit of detectability or, many 
measurements are necessary because of the very low statistical significance of the results. 


(Padian et al. did not observe even a single sex partner going from HIV-negative to HIV- 
positive during a ten year study that could have seen it. Non-drug using female prostitutes 


have the same probability of becoming HIV-positive as women in general.) 


3) There are claims of great accuracy. 


(The AIDS literature is replete with claims of great accuracy.) 
4) Fantastic theories contrary to experience are suggested. 


(Ad hoc explanations are proposed to reconcile the colossal differences between AIDS in 
Africa and the developed world. David Ho et al. speculated that HIV is killing billions of 
T-cells every day but the body replaces them to maintain a steady state for 10 years until, 
magically, the immune system poops out (Ho, D.D., et al., Rapid turnover of plasma 
virions and CD4 lymphocytes in HIV-1 infection. Nature, 1995. 373(6510): p. 123-6). To 
resolve the paradox of the cytopathic HIV that isn't, AIDS researchers now investigate 16 
hypothetical and unconfirmed mechanisms of cytopathogenicity (McCune J M The 
dynamics of CD4+ T-cell depletion in HIV disease; Nature 2001. 410: p. 974-9). 


5) Criticisms are met by ad hoc excuses thought up on the spur of the moment. (Inspect 
the letters responding to my criticisms of the sexual transmission of HIV and AIDS.) 


6) The ratio of supporters to critics rises up to somewhere near 50% and then falls 
gradually to oblivion. 


Langmuir's last point is clearly wrong when it comes to AIDS. He hadn't counted on 
$100 billion of taxpayer life support to keep the contagious/HIV hypothesis of AIDS 


from a quick demise. 


David Rasnick 


Editor of International Journal of STD & AIDS 
Dr Wallace Dinsmore 
1 Wimpole Street 


London W1 
UK 

4. March 2003 
Re: REVIEW - Mounting anomalies in the epidemiology of HIV in Africa: cry 


the beloved paradigm 
Devon D Brewer et al., International Journal of STD & AIDS 2003; 14: 
144-147 


Sir, 


We would like to add the following evidence to the conclusions made by Brewer 
et al. 


HIV a sexually transmitted disease? — 


An analysis of the latest antenatal screening for HIV and 
syphilis 
from South Africa 


HIV is generally accepted as being sexually transmitted. In Africa it is said to 
spread mainly by heterosexual contact, which is in contrast to developed 
countries, where there is no spread in the general population. Brewer et al 
describe the mounting evidence, showing that the widely held beliefs about the 
heterosexual transmission might be wrong. 


Results of the latest antenatal screening survey in South Africa do not support 
the hypothesis of HIV being transmitted and confirm the conclusion of Brewer et 
al. (1) This survey includes testing of pregnant women for HIV and syphilis. One 
would expect a correlation of both diseases in geographical distribution and any 
change over time. Surprisingly this is not the case — on the contrary. KwaZulu- 
Natal, which is leading when it comes to HIV, has the lowest rate of syphilis of all 
provinces. Western Cape on the other hand had the highest rate of syphilis in 
2000 but the lowest HIV prevalence. Northern Cape had the highest rate in 
syphilis in 2001 but the third lowest HIV in that year. Apparently there is an 


inverse geographical correlation between these two diseases although both are 
said to be transmitted by the same mode: heterosexual intercourse. 


Another surprising aspect is the development over time. HIV went up and syphilis 
came down. Difficult to understand with the assumption of both being sexually 
transmitted. 


Before drawing early conclusions, one would need to find out whether this finding 
is simply an exception of the well founded general assumption of both as being 
sexually transmitted. 


Here, the data from Thailand are helpful. This is another country, which is said to 
be severely hit by a heterosexually transmitted HIV-epidemic. And again we 
come across the same finding. Bangkok has the highest rate of STDs and a low 
HIV prevalence. Northern Thailand, the so called Golden Triangle on the other 
hand has the highest rate of HIV but the second lowest STD morbidity of all 
regions. And even within the different provinces of the Northern Region there is a 
negative geographical correlation between HIV and syphilis. (2-4) 


The conclusion of these observations is obvious: HIV can not be heterosexually 
transmitted. This message has important implications on political decisions and 
ongoing prevention campaigns. A recent study in Uganda underlined the 
importance of this conclusion to be taken into account. The intention of the study 
had been to reduce HIV incidence by mass treatment of STDs with conventional 
antibiotics. The rationale of the study has been to reduce STDs as co-factor of 
transmission of HIV. The result is highly interesting: The study has been 
successful in reducing STDs significantly, but “no effect of the intervention on 
incidence of HIV-1 infection was found.” (5) 


How can the findings of the antenatal survey in South Africa be explained? There 
are probably two aspects that need to be taken into consideration: 

1. The reliability of the survey 

2. The reliability of the HIV-tests 


Ad 1: The antenatal survey has been done every year since 1990. But many 
practical details of the survey have been changed. Not only did the end of 
apartheid have an important impact on the figures, but protocols have been 
changed thereafter every year until 1999. These changes have been explained in 
one of the reports: “A standard national protocol was developed ... and has been 
phased-in over a three year period. ... Implementation of this protocol has been 
monitored closely and gradual phasing-in was adopted so as to ensure that 
expected prevalence trends are not disrupted." (6) In other words the data of the 


antenatal surveys reflect more the expectations of the authors than the 
expectations of the public in a reliable description of reality. 


Ad2: Before 1998 two HIV-tests had been performed. One screening test and a 
confirmation test on the positive samples. The second test had been skipped 
from 1998 onwards, except in Western Cape. Although it is generally accepted 
standard to do at least two tests. Furthermore the producer of the HIV-test that 
had been used, makes an important limitation of his test: “non-specific reactions 
may be seen in samples form some people who, for example, due to prior 
pregnancy...“ In other words this test, which may show false positive reactions in 
women with “prior pregnancy” is being used in pregnant women without further 
confirmation. The results are than used to estimate the prevalence of HIV in the 
general population. (7) 


In conclusion, the discrepancy between syphilis and HIV in the latest antenatal 
survey from South Africa confirms prior evidence of HIV as not spreading like any 
of the conventional sexually transmitted diseases. This important aspect needs 
among others to be integrated into the computer models used by different bodies 
to predict a major epidemic and rising mortality. 


Furthermore consequences of these data on prevention campaigns and political 
decisions are needed. 


With best regards 


Sam Mhlongo, MD, MBBS, MSc, LRCP, MRCS (London), MRCGP (Uk) 
Head of Family Medicine & Primary Health Care, 

MEDUNSA 0204, South Africa 

e-mail: ansie@wn.apc.org 


Christian Fiala, MD 

Specialist in Obstetrics and Gynaecology 
Vienna, Austria 

e-mail: christian.fiala@aon.at 


Etienne de Harven, MD 
Emerit.Prof. (Pathology), 

Univ. of Toronto 

e-mail: pitou.deharven@wanadoo.fr 


David Rasnick, PhD 
Visiting Scientist Dept. MCB 


UC Berkeley, Berkeley, CA 9472; US 
e-mail: rasnick@mindspring.com 


Gordon T. Stewart, MD 

Emeritus Professor of Public Health 
University of Glasgow, UK 

e-mail: epishoe@gifford.co.uk 


All signatories are members of the South African Presidential Aids Advisory 
Panel. 
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Table 1: Provincial HIV prevalence estimates: Antenatal clinic attendees, South Africa 


1999-2001 

HIV 1999 2000 2001 
KwaZulu-Natal [32.5 (30.1-35.0) |36.2 (33.4-39.0) [33.5 (30.6-36.4) 
(KZN) 

Mpumalanga 27.3 (25.2-30.7) |29.7 (25.9-33.6) | 29.2 (25.6—-32.8) 
(MP) 


Gauteng (GP) 


23.9 (21.7—26.0 


29.4 (27.2-31.5) 


29.8 (27.5—-32.1 


Free State (FS) 


27.9 (24.7-29.8 


27.9 (24.6-31.3) 


30.1 (26.5-33.7 


North West (NW) 


23.0 (19.7—26.3 


22.9 (20.1-25.7) 


Eastern Cape 
(EC) 


~~ hee hee 


18.0 (14.9-21.1 


20.2 (17.2-23.1) 


) 
) 
25.2 (21.9-28.6) 
21.7 (19.0-24.4) 


Limpopo (LP) 


11.4 (9.1-13.5) 


13.2 (11.7-14.8) 


14.5 (12.2-16.9) 


Northern Cape 


10.1 (6.6-13.5) 


11.2 (8.5-13.8) 


15.9(10.1-21.6) 


(NC) 
Western Cape _|7.1 (4.4-9.9) 8.7 (6.0-11.4)  |8.6 (5.8- 11.5) 
(WC) 
National 22.4 (21.3-23.6) [24.5 (23.4-25.6) [24.8 (23.6 — 26.1) 


Table 2: Syphilis prevalence estimates among antenatal clinic 
attendees in South Africa, 1999-2001 


Syphillis 1999 2000 2001 
KwaZulu-Natal 4.4 (3.5 - 5.4) 2.6 (1.6 - 3.7) 1.3 (0.9 — 1.7) 
(KZN) 

Mpumalanga (MP) | 15.8 (13.5 - 18.0) |3.3 (2.5 - 4.1) 2.0 (1.3 — 2.7) 
Gauteng (GP) 9.6 (8.3-10.9) {3.6 (2.1 - 5.2) 2.7 (2.0 — 3.3) 
Free State (FS) 3.8 (3.1 - 4.5) 3.7 (2.4 - 5.0) 2.0 (1.1 — 2.9) 
North West (NW) |9.1(7.5-10.7) {4.2 (3.2 - 5.2) 4.0 (2.8 —5.2) 
Eastern Cape 3.8 (2.0 - 5.6) 4.8 (3.6 - 6.0) 3.3 (2.4 — 4.2) 
(EC) 

Limpopo province |8.6 (6.8- 10-5) [5.1 (4.3 -6.1) 4.9 (3.6 — 6.2) 
(LP) 

Northern Cape 5.6 (4.2 - 7.1) 5.1 (3.1 - 5.2) 6.2 (4.0 — 8.5) 
(NC) 

Western Cape 4.4 (3.0 - 5.8) 9.6(8.2-—11.0) |/2.9 (2.1 -—3.7) 
(WC) 

National 7.30 4.90 2.80 
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Fig. 1: Syphilis & HIV Prevalence estimates 
among antenatal attendees in South Africa 
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March 31, 2003 
Dear Editor, 


In trying to explain the Padian et al. inability to detect HIV negative individuals 
becoming HIV positive after years of unprotected sexual intercourse with HIV positive 
partners, Peter Flegg says that, "If an HIV seronegative individual is going to acquire 
HIV heterosexually, it is far more likely to happen within the few weeks after their 
partner has caught HIV themselves." Perhaps. But, where is the evidence published in the 
scientific, medical literature that HIV is indeed sexually transmitted, whether early or late 
in infection? Flegg seems to agree that the Padian et al. study [1] does not provide that 
proof. So, where is it to be found? 


In addition, if one accepts Flegg's argument, then it raises a serious problem for the 
contagious/HIV hypothesis of AIDS. If, as Flegg says, after a short time following 
infection an HIV positive individual eventually fights off HIV and is thus unable to 
spread the infection, then by definition that individual has become immunized against 


HIV. That is precisely what having antibodies to HIV signifies. That is also why it is 
impossible to measure an infectious titer in HIV positive individuals. In other words, HIV 
behaves exactly like any other virus in that it rapidly produces an strong immune 
response and is very quickly eliminated in healthy people without a trace of infectious 
virus. 


So, Flegg has unwittingly raised yet another serious problem--how does HIV cause AIDS 
if it is so rapidly and efficiently eliminated by the immune system? This compels me to 
ask Flegg, what are the names of the individuals who are documented to have shown how 
HIV causes AIDS? Failing that, what are the names of the people who have shown that 
HIV even causes AIDS, regardless of mechanism? 


When I have asked this question in the past, the usual response is that there are too many 
names to list. So, please just list the first individuals, along with their potentially Nobel 
prize-wining publications. 


David Rasnick 


1. Padian, N. S., et al. (1997) Heterosexual transmission of human immunodeficiency 
virus (HIV) in northern California: results from a ten-year study, Am J Epidemiol 146, 
350-357 


April 3, 2003 
Dear Editor, 


Peter Flegg says that, "What I [Flegg] have done is to point out that HIV is more 
efficiently transmitted in the acute phase of primary infection than it is subsequently. 
There is plenty of data verifying this, both epidemiologically and biologically, and if 
[Rasnick] wants references I will be glad to provide these." 


Okay, Peter Flegg, please provide the references that prove that HIV is sexually 
transmitted--efficiently or even inefficiently. If Flegg thinks that the Padian et al. study 
provided that proof, could he specifically point out where in that paper the evidence for 
sexual transmission of HIV is to be found? 


While you're at it, please provide the references I asked for: 


1) What are the names of the individuals who are documented to have shown how HIV 
causes AIDS? 


2) Failing that, what are the names of the people who have shown that HIV even causes 
AIDS, regardless of mechanism? 


Please, just list the first individuals, along with their potentially Nobel prize-wining 
publications. 


David Rasnick 


April 13, 2003 
Dear Editor, 


Peter Flegg recently offered to provide references to support his statement that, "HIV is 
more efficiently transmitted in the acute phase of infection than subsequently." That, of 
course, assumes from the beginning that HIV is sexually transmitted. Recall that I began 
the current debate on the sexual transmission of HIV in late January with these words: 


"I challenge Dr. Gareth Lloyd to come up with the names (even one will do) of the 
persons who are documented to have shown that AIDS (or even HIV) is sexually 
transmitted. I know of no such study. In fact, the scientific, medical literature is full of 
evidence that neither AIDS nor HIV is sexually transmitted. It is only assumed that they 
are." 


It is now mid April and we still don't have those names. Therefore, I asked Flegg to 
"please provide the references that prove that HIV is sexually transmitted--efficiently or 
even inefficiently". In short, provide the evidence that HIV is sexually transmitted at all. 


Instead of providing such references, Flegg says "Rasnick...now seems to want references 
for the evidence that HIV causes AIDS or that HIV is sexually transmitted. Rasnick has 
been given more than enough references concerning these facts in the past, not only 
during exchanges on fora such as the BMJ's rapid response section, but during his time 
on Mbeki's Presidential Panel." 


It is true that Foley, Flegg and others have offered numerous references during the course 
of this debate but so far not one has come close to providing the proof or even likelihood 
that HIV or AIDS is sexually transmitted. After several exchanges it was grudgingly 
conceded by some of my opponents that the Padian et al. study [1] did not produce the 
evidence that HIV was sexually transmitted. Flegg attempts to skirt this fundamental 
problem by saying "Rasnick has been given more than enough references concerning 
these facts". 


Peter Flegg, if not for me, then for the sake of the many observers of this debate who do 
not work on AIDS and who have not delved into the labyrinth of AIDS literature, could 
you please provide at least a short list of names of the individuals who have published the 
proof (along with the year of publication) that HIV and AIDS are sexually transmitted-- 
and while you're at it, the names of those who proved that HIV causes AIDS? Since the 
contagious, sexually transmitted, HIV-caused AIDS dogma was set in stone in the 1980s, 
the proof (if it exists) should logically have been published some time in the 1980s. 


Peter Flegg, do you dispute this reasoning? If you do, on what specific grounds? If the 
contagious/HIV hypothesis was not proved in the 1980s, then when and where was it 
proved? 


With regards to the South African Presidential AIDS Advisory Panel, one of the reasons 
that Thabo Mbeki invited the mainstream AIDS doctors and scientists to share the same 
space with physicians and scientists from around the world who question, criticize and 
even dispute the contagious HIV hypothesis of AIDS was for the participants to 
challenge each other publicly to either prove their respective cases or disprove their 
opponents' claims. In the absence of proof for specific claims, the members of the panel 
were to come up with experiments and studies to settle the unanswered questions. The 
panel recommended 10 experiments and studies to test the fundamental assertions of the 
contagious/HIV hypothesis of AIDS [2]. President Mbeki has authorized and provided 
funding for all ten. 


I actively participated in the meetings in Pretoria and Johannesburg in 2000. During the 
entire process, I did not observe the mainstream members of the panel try to produce 
even a shred of evidence for the contagious/HIV hypothesis of AIDS. We minority 
members of Mbeki's Panel certainly pressed the mainstream for that evidence. Nor did 
they try to prove the dissidents wrong. The mainstream chose to remain silent on the 
disputed issues. Silence on such important issues is not a sign of confidence in one's 
position. 


Here is a short list of what the mainstream members of Mbeki's AIDS Advisory Panel did 
not do. They did not attempt to provide the evidence that HIV is sexually transmitted. 
They did not attempt to show that AIDS is sexually transmitted. They did not attempt to 
show how or even that HIV causes AIDS. They did not attempt to show that the anti-HIV 
drugs do more good than harm. During both meetings, the mainstream members were 
present in body but not in spirit. Sitting at the table across from me, Luc Montagnier (the 
discoverer of HIV) actually fell asleep at one point during the meeting in Pretoria. 


Flegg can't name the people who have shown that HIV or AIDS is sexually transmitted, 
or the people who have shown how HIV causes AIDS, or even name the people who 
showed that HIV causes AIDS--the most fundamental issue in dispute. Instead, he claims 
to know what went on at the meetings of Mbeki's AIDS Advisory Panel. I didn't recall 
Flegg participating in the Panel meetings so I searched the entire 134 page Interim Panel 
Report for his name and came up empty. A complete list of the participants follows the 
references. If he was in the audience, I can find no record of it. 


Therefore, based on my first hand experience of what transpired in South Africa in May 
and July 2000, on what basis does Flegg claim that, "Rasnick has been given more than 
enough references concerning these facts...during his time on Mbeki's Presidential 
Panel"? 


Next time I will analyze the references that Flegg cited that he claims "covers a spread of 
mutually-validating data [of] HIV's efficient [sexual] transmission in the acute stage of 
infection". 


David Rasnick 
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April 14, 2004 
First things first 


Dr. Shelton, can you provide the name or names (i.e. the references) of the person or 
persons who is/are documented to have shown that AIDS is sexually transmitted? 
Second, can you provide the name or names of the person or persons who is/are 
documented to have shown that HIV is sexually transmitted? 


I have tried to find these references since the mid 1980s and have not succeeded. Perhaps 
you can show me where to find them. Without proof of the sexual transmission of AIDS, 
or at the very least HIV, there is little basis for thinking that modification of sexual 
behavior will affect the course of AIDS. 


I understand that virtually everyone believes (I emphasize believes) that both AIDS and 
HIV are sexually transmitted. I am simply looking for the proof that supports this 
widespread belief that underlies your thesis. 


David Rasnick 


Member of the South African Presidential AIDS Advisory Panel 


April 16, 2004 
Dear Editor 


Ed Cooper says the evidence for the sexual transmission of HIV appeared in last month's 
Science (Cynthia A. Derdeyn, et al., Envelope-Constrained Neutralization-Sensitive HIV- 
1 After Heterosexual Transmission, Science Vol 303, Issue 5666, 2019-2022 , 26 March 
2004), two decades after Robert Gallo of the National Cancer Institute and the Secretary 
of Department of Health and Human Services declared that AIDS was caused by HTLV- 
IU (HIV). Nevertheless, my unanswered question remains. What was the basis for 
virtually everyone believing all these 20 years prior to last month's issue of Science that 
HIV was sexually transmitted? 


As with virtually every publication on transmission of HIV, the first paragraph of the 
Derdeyn et al. article assumes from the start that HIV is sexually transmitted. The study 
was not designed to test the hypothesis that HIV is sexually transmitted nor does it offer 
evidence that it is. Instead, the authors hoped to explain why "the frequency of [HIV] 
infection per coital act is less than 0.5%" [a value derived from Padian et al., 
Heterosexual transmission of human immunodeficiency virus (HIV) in northern 
California: results from a ten-year study. Am J Epidemiol, 1997. 146(4): p. 350-7]. 
Derdeyn, et al. speculate that, "This inefficiency could reflect low amounts of virus 
inoculum, restricted access to target cells, selective transmission, or outgrowth of a subset 
of viruses." 


Indeed, during the 10 years of the 1997 Padian et al. study, the authors did not observe 
even a single HIV-negative partner become HIV-positive. In order to account for the 
observed zero rate of sexual transmission, Padian and her colleagues postulated that the 
lack of sexual transmission of HIV in their prospective study "may in part be due 
to...unidentified protective factors." The study by Derdeyn et al. purports to shed light on 
these unidentified protective factors. 


It is important to note that Derdeyn et al. selected "Eight heterosexual transmission 
pairs...all derived from a larger cohort of over 1000 couples in Lusaka, Zambia". As 
Nancy Padian and John Pickering pointed out in 1986, "The ratio of male-to-female 
AIDS cases varies geographically. In the United States, this ratio has been 13:1 since the 
beginning of the epidemic. In Africa, the ratio is closer to unity..." (Padian, N. and J. 
Pickering, Female-to-male transmission of AIDS: a reexamination of the African sex 
ratio of cases. Jama, 1986. 256(5): p. 590). However, the 1997 Padian et al. study 
presented an as yet unexplained paradox. The authors estimated (actually plucked out of 
thin air because they observed zero sexual transmission of HIV during the 10 year study) 
that women are 8-9 times more likely to become HIV positive than men. The authors 
went on to say that, "The low African sex ratio does not necessarily confirm that AIDS in 
Africa is predominantly transmitted by heterosexual contact. ...While it is true that in 
Africa, the incidence of AIDS and infection with HTLV-III/lymphadenopathy-associated 
virus/AIDS-related virus is nearly equal among [sic] men and women, we ought not 
automatically to assume that heterosexual transmission of the AIDS virus is likely here 
[in the USA]". 


In a 1995 paper entitled "Lack of evidence for transmission of human immunodeficiency 
virus through vaginal intercourse" Stuart Brody explains the problems that have 
confounded all efforts to demonstrate the heterosexual transmission of HIV (Archives of 
Sexual Behavior 24 (4): 383-393 (1995)). 


Brody states that, "The primary point that this paper attempts to convey is that there has 
been the assumption in both scientific and lay communities that vaginal HIV transmission 
does commonly exist, and that the basis for this assumption rests on data that are 
unacceptably weak or flawed. The need for sexual behavior change that has been claimed 
by public health and other authorities is not supported by the scientific data." 


Brody went on to say that, "In a group of women reporting no history of iv drug use or 
transfusion, it was found that condom use, total number of sexual partners, and lifetime 
number of sexually transmitted diseases were all unrelated to HIV infection." And the 
"So-called 'documented' cases of vaginal transmission are documented in the sense of 
patient or physician producing a written statement thereof, but not in the sense of 
supporting evidence." 


Given this histor, I ask Ed Cooper the same question I asked Dr. Shelton. Who were the 
first authors to show (prove) that AIDS is sexually transmitted or at the very least that 
HIV is sexually transmitted? What are the definitive references? 


David Rasnick 


Member of the South African Presidential AIDS Advisory Panel 


April 16, 2003 
Dear Editor 


Comments and an Analysis of Flegg's reference number | 


Peter Flegg continues to be frustratingly vague about his "facts". When I asked the simple 
question: where can one find the proof that HIV and AIDS are sexually transmitted?, he 
tries to skirt the awkward fact that the question remains unanswered by saying that, 
"[Rasnick] would only read into the data whatever he wishes to see. I [Flegg] have better 
things to do with my time than trot out a comprehensive list of references, only to see the 
material ignored, misquoted or misinterpreted". 


Therefore, to save Flegg from trotting "out a comprehensive list of references" I once 
again ask only for the names of those people (even one name will do) who have proved 
that AIDS is contagious, sexually transmitted and caused by HIV. This does not seem to 
be an unreasonable request. As I recall, the Nobel committee can name no more than 
three people to share a single prize. So, Peter Flegg, what are the names of the people (up 
to three for each) who you would recommend to the Nobel committee for having shown 
that 1) HIV is sexually transmitted, 2) AIDS is sexually transmitted, 3) HIV causes 
AIDS? If it is impossible to come up with a list of these names, then can you give an 
estimate (an order of magnitude if necessary) of the minimum number of people that it 
took to prove each of the three mainstream assertions in question? After you have come 
up with this number (or even an estimate of its magnitude), would you kindly tell the 
observers of this debate exactly when and where the anonymous army of AIDS 
researchers marshaled the evidence, as you say, "to flog this particular horse [that] 
expired a very long time ago"? Who did the flogging, when and where did the execution 
take place? And, on what basis was the horse pronounced dead? 


Second, Flegg accuses me of the sin he may himself be committing: "read[ing] into the 
data whatever he wishes to see". I am certainly guilty of ignoring some of the assertions 
and interpretations of individual papers--but not the data. Flegg accuses me of 
misquoting. I try very hard to quote people and texts accurately. Therefore, I ask Flegg to 
post the most egregious example(s) of where I misquoted him or others so that I can 
acknowledge the errors and correct them. 


Third, the data are the data. It is largely a matter of judgment and taste as to whether data 
are being misinterpreted. Perhaps it is Flegg who is misinterpreting the data. Relying on 
their training, experience, and especially a critical eye, all scientists are not only free--but 
indeed obligated--to interpret the data as they see best. Multiple interpretations of the 
same phenomena are normal in science. In fact, there would be no science without 


different interpretations. When only one interpretation is allowed, science ends and 
dogma reigns. 


Now let's examine reference number | that Flegg offered in response to my question: 
where is the evidence published in the scientific, medical literature that HIV is indeed 
sexually transmitted, whether early or late in infection? 


Flegg says that Jacquez et al. [1] was "One [o]f the first papers to look at the contribution 
of early [sexual] transmission [and] concluded that chains of transmission grow rapidly, 
and this helps explain many observed population patterns for HIV infection (1)." 


The first thing to note about the Jacquez et al. paper is that it was published in 1994, long 
after it had been pronounced that HIV was sexually transmitted and caused AIDS. 
Therefore, in order to get funded and published, Jacquez et al. were compelled to accept 
as axiomatic that HIV was sexually transmitted. They certainly did not attempt to test that 
belief. Within the constraints imposed by AIDS Inc., the authors were forced to come up 
with an explanation (no matter how ad hoc) for the very peculiar and truly unique 
Lazarus-like reemergence of HIV in AIDS patients a decade or more after they had 
developed immunity to the "deadly virus". 


The very first paragraph of the Jacquez et al. paper sets the stage for their speculations: 
"Figure 1 shows scaled cumulative curves of the number of HIV seropositives obtained 
from the hepatitis B vaccine trial of the San Francisco City Clinic and from the Chicago 
MACS cohort. The epidemic curve for the San Francisco data was flattening by January 
1983. The Chicago MACS cohort was at about the same point on its curve at the initial 
examination in September 1984...". 


Thus, there was a rapid increase in the number of new HIV-positive (almost exclusively 
gay) men in San Francisco and Chicago beginning in the late 1970s that reached a plateau 
of short duration in the early 1980s followed by a steep decline to very low levels by the 
end of 1983. This scenario is not far removed from what one would expect for the spread 
of a new infectious agent in a closed population. It agrees with the so-called SIR 
dynamics, which stands for Susceptible, Infected, Recovered. In fact, the authors 
specifically state that, "the early spread of HIV may be viewed as the type commonly 
designated SIR or SEIR." The "E" stands for Exposed. 


In order to explain the time course of HIV-antibody positives the authors speculated that: 
"High infectivity during the primary infection, followed by a long period of low 
infectivity, could give a rapid rising epidemic curve with sudden slowing of the process, 
i.e., an SIR dynamic. High activity groups are likely to have played an important role in 
the rapid rise. Other mechanisms that could have contributed to the sudden slowing are 
behavioral change to decrease risk and/or saturation of the high activity groups. Our goal 
is to examine the relative contributions of these mechanisms." But, since the HIV- 
antibody epidemic peaked before Robert Gallo had presented HTLV-II (alias HIV) to 
the world, the authors were forced to conclude that, "For the San Francisco epidemic and 


for the Chicago MACS cohort, behavioral change started too late to have much effect on 
the initial rapid rise." 


Figure 1, as the authors state, was a cumulative curve. But, their Figure 3 shows the 
number of new HIV antibody positives for each year. The number of new cases rose from 
about 16 in mid 1978 to a plateau of around 400 from mid 1980 until the beginning of 
1983 after which it dropped precipitously to 81 cases at the end of 1983. (In a previous 
letter I pointed out that there were fewer than 50 new AIDS cases--not HIV positives--in 
San Francisco in 2000 (the same level of AIDS cases seen in 1982) [2], and this was after 
three definition changes as to what constituted AIDS, each of which increased the 
number of new cases.) This peculiar situation led Peter Duesberg to quip that it was a 
good thing the Department of Health and Human Services had rushed to commit the US 
government into backing Robert Gallo's "deadly virus" as the cause of AIDS in April 
1984 because if they had waited just a little longer there would have been no HIV 
epidemic to find. 


Thus far in the Jacquez et al. analysis, HIV is behaving like a typical infectious agent. 
When it appears, it spreads rapidly and just as swiftly disappears as the infected 
individuals quickly develop immunity. If this scenario is correct, then why doesn't HIV 
cause AIDS during the period preceding the development of immunity? The authors find 
the answer to this important question in the AIDS catechism: "The difference with HIV is 
that the virus persists and gradually initiates a new process that leads eventually to 
immunosuppression with renewed infectiousness and ultimately death." The authors do 
not produce any evidence whatever to support their assertion, nor do they cite even a 
single reference to back it up. It is pure faith among the authors that this assertion, made 
by countless other AIDS researchers, must without question be true. Neither the authors 
nor Peter Flegg can tell us where we can find the proof for this central belief held by 
AIDS researchers, nor even give us the names of the people who may have produced that 
proof. 


The rest of the lengthy paper by Jacquez et al. consists largely in arbitrarily adjusting a 
series of parameters so that their mathematical model could reproduce the broad features 
of the epidemiological data. As most everyone understands, a mathematical model is no 
better than the assumptions that go into it. As is typical of virtually all AIDS research, the 
authors neither included control experiments or studies. Absolutely crucial to the Jacquez 
et al. study would be a consideration of the accuracy of the HIV antibody testing that it 
relies on so heavily. However, the authors failed to take into account the well 
documented fact that vaccinations for hepatitis and other viruses [3-9], even hepatitis 
itself [10] among over 60 other diseases and conditions [11], will cause false positive 
antibodies to HIV. I have discussed in previous letters the serious problems with all 
surrogate testing for HIV and AIDS. 


Analysis of the other references to follow. 


David Rasnick 
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April 18, 2004 
Dear Editor, 


Tony Floyd's latest posting illustrates how belief can cloud reason. AIDS, as commonly 
understood, is almost a quarter century old; HIV is just turning twenty. Wholesale belief 
in the contagious/HIV hypothesis is drummed into the brains of virtually all medical 
students and has become a fundamental axiom of AIDS, no less accepted than the law of 
gravity. Such religious belief has seamlessly transformed AIDS (with its five plus 


definitions) into HIV/AIDS, which has no definition. I rarely speak of "HIV/AIDS" to 
avoid confusion. 


Faithful to AIDS dogma, Floyd transformed my statement... 


--As Nancy Padian and John Pickering pointed out in 1986, "The ratio of male-to-female 
AIDS cases varies geographically. In the United States, this ratio has been 13:1 since the 
beginning of the epidemic. In Africa, the ratio is closer to unity..." (Padian, N. and J. 
Pickering, Female-to-male transmission of AIDS: a reexamination of the African sex 
ratio of cases. Jama, 1986. 256(5): p. 590). However, the 1997 Padian et al. study 
presented an as yet unexplained paradox. The authors estimated (actually plucked out of 
thin air because they observed zero sexual transmission of HIV during the 10 year study) 
that women are 8 times more likely to become HIV positive than men. The authors went 
on to say that, "The low African sex ratio does not necessarily confirm that AIDS in 
Africa is predominantly transmitted by heterosexual contact. ...While it is true that in 
Africa, the incidence of AIDS and infection with HTLV-III/lymphadenopathy- associated 
virus/AIDS-related virus is nearly equal among [sic] men and women, we ought not 
automatically to assume that heterosexual transmission of the AIDS virus is likely here 
[in the USA]". 


... into a statement about HIV/AIDS: "In regards to the ratio of men to women with 
HIV/AIDS the following claim has been made in a response above: In the United States, 
this ratio has been 13:1 since the beginning of the epidemic." 


Floyd fails to take into consideration that there were two major changes in the definition 
of AIDS in the USA since the paper by Padian and Pickering appeared in 1986. The 1993 
definition change was the most dramatic and problematic of the bunch. It completely 
changed what was once a relatively clear picture of AIDS (albeit a moving target) into 
the amorphous and slippery political device of HIV/AIDS. 


As of 1993, all you needed to qualify as an AIDS case were results from two lab tests: be 
immune to HIV, that is have antibodies to the virus, and have fewer than 200 CD4 cells 
per microliter of blood or a CD4 percentage less than 14. [1] The CDC has a rule that an 
AIDS case is classified according to the earliest definition that applies. Consequently, in 
1997, 36,634 people (61% of all new AIDS cases) were classified under this non-disease 
category. [2] Because the majority of new AIDS cases in the USA are classified 
according to the non-disease criteria of the CDC's 1993 definition change, they do not 
have any of the colossal list of AIDS diseases-from diarrhoea to dementia, pneumonia to 
Kaposi's sarcoma-required by earlier definitions. Thus, the majority of new AIDS cases 
since the mid 1990s are disease-free (healthy) people. However, we can no longer follow 
the nationwide trend of including healthy people as AIDS cases after 1997 because the 
CDC stopped listing the AIDS-indicator diseases and conditions (formerly Table 12 [2]) 
in its HIV/AIDS Surveillance Reports. 


Nevertheless, San Francisco continues to report AIDS cases according to specific AIDS- 
defining diseases. The San Francisco Quarterly AIDS Surveillance Report for 2000 


shows in Table 10 on page 8 that 47.7 percent of all AIDS cases from 1980 through 2000 
were diagnosed with AIDS according to the two lab tests of the 1993 definition change. 
[3] Since this is a cumulative number, which combines all AIDS cases under four 
different definitions of AIDS, well over half of all people (mostly gay men) in San 
Francisco that are currently being labeled as AIDS cases have no AIDS-defining disease. 
In spite of the 1993 definition change, with its inclusion of large numbers of healthy 
people as AIDS cases, the figure on page one of reference [3] reflects the national picture 
showing that the number of new AIDS cases in San Francisco has steadily declined since 
a peak of 760 in 1992 to below 50 in 2000, the same low level as in 1982. The new AIDS 
cases in San Francisco in 2000 were so few you could know them all by name. 


As a consequence of the CDC's 1993 definition of AIDS, over half of the people now 
being treated with the anti-HIV drug cocktails since 1996 (the year the HIV protease 
inhibitor cocktails became available) were healthy when they started taking the drugs. 
Mainstream AIDS researchers and the AIDS press are crediting HAART with prolonging 
the lives of these healthy people. Sadly, these healthy people taking HAART don't stay 
healthy long. They eventually get sick from the drugs and die if they stay on them long 
enough. [4-8] "Hepatotoxicity...can occur with any antiretroviral regimen currently in 
use. Most remarkably, longitudinal surveys have not only reported an increased incidence 
of hepatic injury in HAART-treated patients but also identified life-threatening 
hepatotoxic events and end-stage liver disease in patients on antiretroviral treatment." 
[9,10] Indeed, a recent study "found that end-stage liver disease has become the leading 
cause of death of HIV-seropositive patients" in a Boston hospital. [11] 


Most damning of all to claims of life-saving HAART is the cover-page of the CDC's 
HIV/AIDS Surveillance Report for 2002 [12]. The graph clearly shows that the decline in 
new cases of AIDS and deaths after the epidemic peaked in 1992-3 stopped shortly after 
the introduction of the protease inhibitor cocktails, which became widely available in 
1997. This is strong evidence that HAART is not doing people any good but instead 
making them sick and even killing in large numbers, just as AZT did in the 1980s. 


David Rasnick 

Member of the South African Presidential AIDS Advisory Panel 
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April 23, 2003 
Dear Editor, 


In keeping with all references posted so far, none of Peter Flegg's references was 
designed to prove the sexual transmission of HIV. All authors have assumed from the 
start that HIV is sexually transmitted. To get around the awkward problem of having to 
say just when, where and by whom it was shown that HIV and AIDS were sexually 
transmitted, Flegg says that, "More direct evidence accrued for [the contribution of early 
sexual transmission] with the finding within the Swiss HIV cohort Study, which included 
191 patients with PHI [primary HIV infection]. Through case contact tracing and nucleic 
acid sequence analysis it was demonstrated that onward transmission to another partner 
had occurred in 17 of these cases during the time of PHI [Flegg's reference (2)]" His 
reference 2 is Yerly, S. et al. HIV drug resistance and molecular epidemiology in patients 
with primary HIV infection. Abstract 754, 8th Conference on Retroviruses and 
Opportunistic Infections. Chicago 2001. 


Since this is only a citation to a conference abstract I will not discuss it because there are 
no data or details to analyze. 


Flegg went on to say that, "A detailed analysis of 5 heterosexual couples where 
transmission occurred clearly demonstrated the dynamics of early HIV transmission 
[Flegg's ref (3), reference (1) below]". However, Pilcher et al.'s "detailed analysis" 
amounts to a short letter to the editor of only five paragraphs, which was published in 
2001. Their letter does not claim to offer proof that HIV is sexually transmitted because 
the authors are compelled to assume that from the start since it had been declared to be 
true back in the 1980s. They report on only "5 cases drawn from 4 university hospital 
clinics, in whom sexual transmission was suspected to have occurred between an 
individual with documented PHI [primary HIV infection]. We defined PHI as p24 
antigen positivity, RNA and/or DNA positivity, enzyme-linked immunosorbent assay 
negativity, or 2 or fewer bands on Western blot within 30 days." In short, these 5 HIV- 
negative cases (as the authors' criteria specify) were considered to be infected with HIV 
not on the basis of being antibody positive to HIV but to being positive for p24 antigen 
and by the so-called viral load test. Furthermore, these 5 couples were assumed to have 
gotten infected with HIV through sex. Before considering p24, let's first examine the 
PCR viral load's ability to detect infectious HIV since, after all, it is only infectious virus 
that can be transmitted. 


Pilcher et al. do not provide experimental details in their short letter. Therefore, we do not 
know how they measured HIV RNA or DNA. Since (to the best of my knowledge) the 
Roche viral load test is the only one approved by the FDA, I will assume that they used 
the Roche test. Recall that on March 7, 2003, I posted a letter titled "An Abuse of 
surrogate markers for AIDS". I quoted from the third paragraph of the insert that comes 
with Roche's viral load test, which says: "AMPLICOR HIV-1 MONITOR Test is not 
intended to be used as a screening test for HIV or as a diagnostic test to confirm the 
presence of HIV infection" (Roche Diagnostic Systems AMPLICOR HIV-1 MONITOR 
Test package insert, PMA No. BP950005/4). Yet, Pilcher et al. offered not one word of 
justification for using RNA and DNA measurements to label someone as being infected 
with HIV. 


Also in the March 7, 2003, letter I listed numerous references to false positives resulting 
from the viral load test. I will restate only one of the quotes here: "The availability of 
sensitive assays for plasma HIV viral load and the trend toward earlier and more 
aggressive treatment of HIV infection has led to the inappropriate use of these assays as 
primary tools for the diagnosis of acute HIV infection. ...Physicians should exercise 
caution when using the plasma viral load assays to detect primary HIV infection... Plasma 
viral load tests for HIV-1 were neither developed nor evaluated for the diagnosis of HIV 
infection..." (2). 


Flegg can read the other quotes from my March 7 letter that throw into serious doubt the 
use of PCR viral load as a measure of infectious HIV or anything else for that matter. 


Since the viral load test is not a reliable measure of infectious HIV, the only thing left to 
Pilcher et al. as a measure of infectious HIV was the presence of p24 antigen in the blood 
of their five cases. It is surprising that Pilcher et al. even tried to use p24 antigen to 
indicate the presence of infectious HIV since it was discredited for that purpose a decade 
ago (3). Kaplan et al. (4) and Kageyama et al. (5) have demonstrated that simply 
measuring the amount of p24 antigen present does not necessarily indicate the level of 
infectious HIV even in cell culture, where HIV does not have to contend with the 
immune system. 


Flegg says that the biological evidence linking higher rates of sexual transmission of HIV 
with high levels of HIV can be found in Rakai, Uganda, as reported by Quinn et al. (6). 
As is typical of much of AIDS research, Quinn et al. piggybacked their study onto one 
that was designed to address a different question from the one they were interested in. 
Quinn et al. retrospectively selected 415 discordant HIV-seropositive couples from a 
1994-1998 Wawer et al. study of 15,127 individuals from Rakai, Uganda (7). The 
intention of the Wawer et al. study had been to reduce HIV incidence by mass treatment 
of STDs with conventional antibiotics. More about this study below. 


As Quinn et al. acknowledged, their prospective "study differs from other 
investigations that selectively identified and followed HIV-1 discordant couples." The 
authors are probably referring to Padian et al. (8) and similar studies but they don't tell 
us. As is customary in AIDS research, the presence of HIV infection was presumptively 
determined by testing for antibodies to HIV and or using the Roche Amplicor viral load 
test. Again, as is typical of AIDS publications, there was no discussion of the 
appropriateness of using these tests to diagnose HIV infection (both of which are 
specifically not approved for detecting HIV infection) or even of the limitations of their 
accuracy under the specific conditions prevailing in sub-Saharan Africa. Because Quinn 
et al. were looking only for and thinking only of sexual transmission of HIV, they 
automatically assumed that the appearance of antibodies to HIV in their discordant 
couples had to be from sexual transmission. 


The lack of consideration of the appropriateness and accuracy of the HIV antibody and 
viral load testing may explain the otherwise inexplicable results reported by Quinn et al. 
The authors reported that "22 percent of the HIV-1-negative partners seroconverted 
during the course of the study, for an overall incidence of 11.8 per 100 person-years." 


But surprisingly, "There were no significant differences in the rate of acquisition of HIV- 
1 infection according to either the presence or absence of symptoms of sexually 
transmitted diseases or the presence or absence of syphilis, gonorrhea, Chlamydia, 
trichomonas, and bacterial vaginosis." There was also "no significant difference in risk of 
infection among HIV-1 negative partners according to the level of formal education, 
history of travel outside the district within the previous year, the number of sexual 
partners within the past year (one vs. two or more), or condom use or nonuse." 


These results were completely contrary to the expectations outlined in the first paragraph 
of the introduction: "A wide variety of behavioral and biologic risk factors are associated 


with the risk of transmission, including the frequency and types of sexual contact, the use 
or nonuse of condoms, immunological status,... and sexually transmitted diseases." 


The discordance between results and expectations only gets worse when the entire 
Wawer et al. study population is taken into consideration. The rationale behind the 
Wawer et al. study (7) was that reducing STDs (which was assumed to be a co-factor in 
the transmission of HIV) should reduce the transmission of HIV. However, the result of 
the study was paradoxical. While the investigators were very successful in significantly 
reducing STDs, their intervention had "no [effect] on incidence of HIV-1 infection..." (7). 


The results of Wawer et al. were no fluke. An even more recent study by Kamali et al. 
"showed that in a "community-randomised trial in rural southwestern Uganda, 
behavioural and STI interventions were associated with an increase in condom use with 
the last causal partner--a proxy measure for consistent condom use in high-risk 
encounters, and substantial reductions in incidence of active syphilis and prevalence of 
gonorrhoea. There was also evidence...of reduced incidence of HSV2--a proxy measure 
of unprotected sexual contact, and increased recognition of symptoms of STIs... . These 
effects were not translated into any measurable reduction in HIV-1 incidence over a 
median follow-up of 3-6 years" (9). 


In South Africa, pregnant women were tested for syphilis and antibodies to HIV in order 
to see how the two diseases were correlated by geographical location and over time. But, 
there was no correlation (10). On the contrary, KwaZulu-Natal, which is leading when it 
comes to HIV, has the lowest rate of syphilis in all provinces. Western Cape, on the other 
hand, had the highest rate of syphilis in 2000 but the lowest HIV prevalence. Northern 
Cape had the highest rate of syphilis in 2001 but the third lowest prevalence of HIV 
antibodies in that year. Paradoxically, then, there is an inverse geographical correlation 
between syphilis and HIV although both are said to be transmitted by heterosexual 
intercourse. An even more extraordinary result is the divergence over time between an 
increasing prevalence of antibodies to HIV and a declining rate of syphilis (10). This is 
also difficult to understand given the assumption that both are sexually transmitted. 


The data from Thailand show that these paradoxical results are not peculiar to Africa. 
Even though Thailand is said to be severely hit by a heterosexually transmitted HIV- 
epidemic, we find yet again the same scenario presented by South Africa and Uganda. 
Bangkok has the highest rate of STDs but low HIV prevalence. Conversely, the so called 
Golden Triangle of northern Thailand has the highest rate of HIV but the second lowest 
STD morbidity of all regions. And, even within the different provinces of the Northern 
Region there is a negative correlation between HIV and syphilis (11). The conclusion 
from these observations is obvious: HIV cannot be heterosexually transmitted. 


About the only thing Quinn et al. can find that correlates with the rate of appearance of 
antibodies to HIV in discordant couples are the numbers produced by the viral load test. 
In addition to the problems discussed above and in my March 7, 2003, letter, the viral 
load test in the Quinn et al. study was not performed during the study but actually one 
year after its completion. Furthermore, the authors did not perform the obvious control of 


performing the viral load test on the HIV-negative partners. This, at the very least, would 
provide a negative control, which is certainly called for given Flegg's reference to Pilcher 
et al. who had HIV antibody negative but viral load positive individuals (1). 


AIDS researchers chronically assume too much. 
David Rasnick 
References 


1. Pilcher, C. D., Eron, J. J., Jr., Vemazza, P. L., Battegay, M., Harr, T., Yerly, S., 
Vom, S., and Perrin, L. (2001) Sexual transmission during the incubation period of 
primary HIV infection, Jama 286, 1713-1714 


2. Rich, J. D., and et al. (1999) Misdiagnosis of HIV infection by HIV-1 plasma 
viral load testing: a case study, Annals of Internal Medicine 130, 37-39 


3: Papadopulos-Eleopulos, E., Turner, V. F., and Papadimitriou, J. M. (1993) Isa 
positive Western blot proof of HIV infection?, Biotechnology 11, 696-707 


4. Kaplan, A. H., Zack, J. A., Knigge, M., Paul, D. A., Kempf, D. J., Norbeck, D. 
W., and Swanstrom, R. (1993) Partial inhibition of the human immunodeficiency virus 
type 1 protease results in aberrant virus assembly and the formation of noninfectious 
particles, J Virol 67, 4050-4055 


5. Kageyama, S., Hoekzema, D. T., Murakawa, Y., Kojima, E., Shirasaka, T., 
Kempf, D. J., Norbeck, D. W., Erickson, J., and Mitsuya, H. (1994) A C2 symmetry- 
based HIV protease inhibitor, A77003, irreversibly inhibits infectivity of HIV-1 in vitro, 
AIDS Res Hum Retroviruses 10, 735-743 


6. Quinn, T. C., Wawer, M. J., Sewankambo, N., Serwadda, D., Li, C., Wabwire- 
Mangen, F., Meehan, M. O., Lutalo, T., and Gray, R. H. (2000) Viral load and 
heterosexual transmission of human immunodeficiency virus type 1. Rakai Project Study 
Group, N Engl J Med 342, 921-929 


ie Wawer, M. J., Sewankambo, N. K., Serwadda, D., Quinn, T. C., Paxton, L. A., 
Kiwanuka, N., Wabwire-Mangen, F., Li, C., Lutalo, T., Nalugoda, F., Gaydos, C. A., 
Moulton, L. H., Meehan, M. O., Ahmed, S., and Gray, R. H. (1999) Control of sexually 
transmitted diseases for AIDS prevention in Uganda: a randomised community trial. 
Rakai Project Study Group, Lancet 353, 525-535 


8. Padian, N. S., Shiboski, S. C., Glass, S. O., and Vittinghoff, E. (1997) 
Heterosexual transmission of human immunodeficiency virus (HIV) in northern 
California: results from a ten-year study, Am J Epidemiol 146, 350-357 


9. Kamali, A., Quigley, M., Nakiyingi, J., Kinsman, J., Kengeya-Kayondo, J., 
Gopal, R., Ojwiya, A., Hughes, P., Carpenter, L. M., and Whitworth, J. (2003) 
Syndromic management of sexually-transmitted infections and behaviour change 
interventions on transmission of HIV-1 in rural Uganda: a community randomised trial, 
Lancet 361, 645-652 


10. Makubalo, L. E., Netshidzivhani, P. M., Mulumba, R., Levin, J., du Plessis, H., 
Ratsaka, M., Mahlasela, L., Mudzanani, L., Johnson, C., and Shikweni, F. (2001) 
Summary Report:NATIONAL HIV AND SYPHILIS SERO-PREVALENCE SURVEY 
IN SOUTH AFRICA, Pretoria, South Africa, Directorate: Health Systems Research, 
Research Coordination and Epidemiology, http://196.36.153.56/doh/index.html 


11. Chitwarakorn, A. e. a. (1998) Sexually Transmitted Diseases in Asia and the 
Pacific, Ministry of Public Health, AIDS Division, HIV/AIDS Situation in Thailand, 
Region 10, Chiang Mai, Thailand 


April 26, 2003 
Dear Editor, 


Peter Flegg uncritically accepts viral load as a measure of infectious HIV in spite of the 
documented problems with using it for that purpose (see my letters of March 7 and April 
23, 2003). For example, he says that, "[viral load] levels are often extremely high during 
PHI [Flegg's reference(5), reference (1) below], and some individuals have seminal viral 
loads that consistently exceed plasma levels and are considered to be highly infectious 
hyperexcretors" even though they were either HIV negative at entry or HIV positive 
within 30 days of entry. 


Apparently, Pilcher et al. were not aware of the pioneering study of Piatak et al. where 
high HIV viral load did not translate into infectious virus (2). Commenting on that study, 
Shepard et al. said that, "...the high level of plasma virus observed by Piatak et al. was 
about 99.9 per cent non-culturable, suggesting that it was either neutralized or defective... 
. [W]e question the longitudinal conclusions some of these investigators have drawn from 
cross-sectional data. The results presented are equally consistent with the conclusion that 
higher viraemia is a consequence of, rather than the proximate cause of, defective 
immune responses" (3). 


Piatak et al. were unable to culture HIV from 53% of patients with viral loads ranging 
from 10,000 to over 2,000,000 copies of HIV RNA per ml of blood plasma (2). The 
authors said that, "Plasma virus levels determined by QC-PCR correlated with, but 
exceeded by an average of 60,000-fold, virus titers measured by endpoint dilution 
culture. ... [And] For HIV-1 propagated in vitro, total virions have been reported to 
exceed culturable infectious units by factors of 10,000 to 10,000,000, ratios similar to 
those we observed in plasma." 


With the Piatak et al. results in mind, I noticed that Pilcher et al. said that, "All subjects 
with primary HIV infection tested had positive PBMC HIV culture". However, they 
provided no data and it is unclear whether they cultured HIV from seminal plasma or 
only from blood plasma. If "positive PBMC HIV culture" meant the presence of p24 
antigen in the supernatant, then (as I reported in the April 23, letter) the presence of 
transmissible HIV is in doubt because p24 antigen is not a reliable indicator of infectious 
HIV (or non-infectious HIV, for that matter). 


Flegg goes on to say that, "Pilcher has also model[ed] transmission and estimates that 
during the peak viral shedding that is associated with PHI, transmission would be 20-fold 
higher than that during stable chronic infection. For individuals with peak seminal viral 
loads of log 8.85, the probability of transmission per act would be 1.0 (i.e. transmission 
would occur with every single exposure), dropping to 0.03 for individuals with levels of 
5.43log, down to 0.0015 for levels of 3.75log [Flegg's reference (5), reference (1) below]. 
However, I could not find this information in the Pilcher et al. reference that Flegg cited 
(1). Perhaps he meant a different reference or I may have overlooked it, but I scanned the 
paper three times with no luck. 


Flegg's last citation was to Chakraborty et al. who have "looked at HIV's infectiousness 
in 86 males and 24 females, and developed a model for calculating the probability of HIV 
transmission per heterosexual coital act [Flegg's reference (6), reference (4) below]. As 
levels of HIV-RNA rise in semen, probability of transmission increases (seminal level of 
log5S equating with probability of transmission of 1 per 100 episodes of intercourse)." 


Chakraborty et al. begin by saying that, "Epidemiological and mathematical models have 
been developed to estimate the likelihood of HIV-1 transmission during a single episode 
of sexual intercourse. Such models are confounded by difficulty in collecting appropriate 
empirical data from discordant couples (when HIV-1 positive and negative people engage 
in sex) and from limitations in different kinds of estimation." 


The "difficulty in collecting appropriate empirical data from discordant couples" is 
indeed a problem when the best controlled studies of discordant couples have failed to 
observe even a single HIV-negative sex partner becoming HIV-positive after years of 
observations (e.g. Padian et al. (5), where the observed efficiency of heterosexual 
transmission of HIV was zero). 


Chakraborty et al. say that, "The probability of per-partner sexual transmission of HIV-1 
has been examined in 11 different studies, whereas the per-sex-act probability of 
transmission has been reported in 13 studies. The probability of transmission of HIV-1 
from male to female during an episode of intercourse has been examined in seven of 
these studies. Analysis of data from North America and European studies of heterosexual 
couples provide estimates of per-sex-act HIV-1 transmission of approximately 1 in 
1000...". 


Nevertheless, in 2001, the authors deemed it necessary to come up with yet another 
estimate because "the transmission probabilities presented [by the 7 studies in their Table 


2] are so low that it becomes difficult to understand the magnitude of the HIV-1 
pandemic, especially in developing countries. An alternative approach to explain the 
epidemic is development of mathematical models." Yet, the authors admit that, "The 
greatest limitation of this and other models lies in the tremendous difficulty in clinical 
validation." 


The authors "assumed that the best predictor of infectiousness of the male partner is the 
cell-free virus measured in seminal plasma. It is not known whether HIV-1 is transmitted 
from cell free virus in the seminal plasma, or from cellular HIV-1." The unstated 
assumption, of course, is that HIV-1 is sexually transmitted in the first place. But of 
course, being that honest would never have gotten past the gatekeepers reviewing the 
manuscript. 


Here is a summary of the stated and unstated assumptions that the authors used to 
construct their model: 1) HIV is sexually transmitted, 2) viral load is measuring the 
presence of HIV, 3) viral load measures the level of infectious HIV, 4) "the risk of HIV-1 
transmission remains the same for each episode of intercourse..., although some have 
argued that exposure leads to some degree of immunity", 5) "that total non-synctium- 
inducing (NSI) HIV-1 RNA concentrations (x1) and CD4+CCRS receptor cells (x2) were 
represented by a Pearson's type-1 distribution that could be transformed into a Beta 
distribution (subtracting the minimum value and divided by the range)", 6) "that 100% of 
the HIV-1 variants in the semen express the NSI phenotype, 7) "that HIV-1 variants 
which use CCRS receptors (NSI isolates) are preferentially sexually transmitted", and 8) 
"The number of receptors for HIV-1 will also determine the efficiency of transmission". 


Armed with these assumptions, an uncritical acceptance of the uncontrolled HIV-1 viral 
load data for seminal plasma from Chapel Hill, Seattle, and St. Gallen, plus additional 
subjects, and a considerable degree of mathematical hand-waving, the authors came up 
with an estimate of the probability of sexually transmitting HIV that is 10-fold greater 
(i.e. "1 per 100 episodes of intercourse") than the numerous estimates produced by others 
that they cite in Table 2 as being unable to explain "the magnitude of the HIV-1 
pandemic, especially in developing countries". However, the authors make no comment 
as to whether their 10-fold higher estimate is sufficient to explain "the magnitude of the 
HIV-1 pandemic, especially in developing countries". 


David Rasnick 
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